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Ozet 

Neonatal klamidya ve gonore enfeksiyonlarinin morbiditesi ve kotii gebelik 
sonuclari ile olan iliskisi nedeniyle, CDC tiim gebe kadinlarin klamidya trac- 
homatis (CT) icin ilk prenatal vizitte taranmasini 6nermektedir. CDC neisse- 
ria gonore (NG) taramasini ise ytiksek riskli kadinlarda ve prevelansin yliksek 
oldugu bdlgelerde yasayanlarda 6nermektedir. Amerikan Kadin Hastaliklari 
ve Dogum Uzmanlari Birligi (ACOG) taramayi 24 yas ve altindaki gebeler ile 
herhangi bir yasta olup yiiksek risk faktorii olan gebe kadinlarda 6nermekte- 
dir. ACOG ayrica gebeligin diciincii trimesterinde gebe kadinlarin tekrar taran- 
masini 6nermektedir. Bu calismanin amaci gebe kadinlarda CT ve NG enfek- 
siyon oranlarini tiniversite hastanemizde belirlemektir. Ek olarak gebe popti- 
lasyonumuzda seksiiel gecisli enfeksiyon hastaliklari risk faktorleri ile CT/NG 
arasindaki iliskiyi arastirmak amaclanmistir. Bu tanimlayici calisma Balikesir 
Universitesi hastanesi antenatal klinigine tictincii trimesterde basvuran ge- 
beler tizerinde yapilmistir. Hazir soru formlari kullanilarak hastalarin demog- 
rafik verileri ve sekstiel davranislari ile ilgili bilgiler elde edilmistir. Sekstiel 
gecisli enfeksiyonlarin bulgulari acisindan klinik ve jinekolojik muayeneleri ya- 
pilmistir. Servikal siirtintu ornekleri toplanmis ve polimeraz zincir reaksiyonu 
(PCR) ile CT ve NG testi yapilmistir. Tanimlayici istatistikler kullanilmistir. Ga- 
lisma grubunun ortalama yas! 28,9+5,5 olarak bulunmustur (min-max 19-39). 
Ortalama gebelik haftas! 33,8+3,1; ilk cinsel iliski yas! ise 23,3+4,8'dir. Kulla- 
nilan kontraseptif yontemlerden % 38,1 ile koitus interraptus en ylksek oran- 
dadir. Lokore hastalarin % 85,7’sinde; disparoni % 23,8’inde vardir. CT/NG 
tiim hastalarda negatif saptanmistir. Calismamizdaki hasta sayisi sinirli olsa 
da bu sonucg, bizim poptilasyonumuzda pelvik enflamatuar hastalik risk fak- 
torlerinin olmamasi nedeniyle, CT ve NG taramasinin yararli olmayacagi hak- 
kinda fikir verebilir. 
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Klamidya Trachomatis; Neisseria Gonore; PCR; Gebelik 


Abstract 

Because of association with adverse pregnancy outcomes and the morbid 
consequences of neonatal chlamydial and gonococcal infections, Centers for 
Disease Control and Prevention (CDC) recommends that all pregnant women 
should be screened for chlamydia trachomatis (CT) at the first prenatal visit. 
CDC also recommends screening for neisseria gonorrhoeae (NG) in women 
considered at high risk or who live in an area in which the prevalance is high. 
American College of Obstetricians and Gynecologists (ACOG) recommend 
screening in pregnant women 24 years of age and younger, as well as women 
of any age who have high risk. ACOG also recommend rescreening of preg- 
nant women in their third trimester. The purpose of this study was to deter- 
mine the rates of CT and NG infections in pregnant women in our university 
hospital. Additionally, we explored the associations between sexually trans- 
mitted infection risk factors and CT/NG in pregnant women. This descriptive 
study was conducted among 42 pregnant women entering an antenatal clinic 
in Balikesir, Turkey in their third trimester visit. Structured questionnaires 
were used to collect demographic and sexual behavioral information; clini- 
cal and gynecologic examinations were performed to detect clinical signs of 
sexually transmitted infections. Servical swabs were collected and used to 
perform polymerase chain reaction (PCR) to detect CT and NG. Descriptive 
statistics were performed. For the study group, the median age was 28,9+5,5 
years (range, 19-39 years). Gestational age was 33,8+3,1 weeks. Age at first 
sexual intercourse was 23,3+4,8. The most common contraceptive method 
was coitus interruptus with the percentage of 38,1%. Vaginal discharge was 
positive 85,7%; dyspareunia was positive 23,8% of the patients. CT/NG was 
negative in all specimens. Although our study population has limited number; 
it can give an opinion about screening for NG and CT may not be useful in our 
population because the lack of risk factors. 
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Giris 

Sekstiel gecisli hastaliklar (STD) diinya gapinda kadinlar ve ye- 
nidoganlar i¢in 6nemli bir halk saglig1 sorunudur; en fazla gorti- 
len hastaliklar arasindadir ve hem gelismis hem de gelismekte 
olan ulkelerde 6nemli saglik harcamalarina neden olur. Diinya- 
da her yil 333 milyon yeni STD vakasi tan! almaktadir. Bunlarin 
89 milyonu CT; 62 milyonu NG olup tim vakalarin yaklasik ya- 
risint olusturmaktadir [1]. Amerika Birlesik Devletleri verilerine 
gore CT yillik 100.000 gebe kadini; NG ise yillik 13.200 kadini 
etkilemektedir [2]. Turkiye’de yeterli veri olmamakla birlikte bir 
calismada serolojik yontemle bakilan CT pozitifligi oran! %17,1 
olarak saptanmistir [3]. Ozellikle klamidya enfeksiyonlarinin bi- 
yuk kismi asemptomatiktir. CT ve NG tedavi edilmedigi taktir- 
de kotii gebelik sonuclari ile birliktedir. Spontan distkler, erken 
dogum, erken membran riptiirt, dofSum sonrasi uterin enfeksi- 
yon, konjenital enfeksiyonlar, konjenital anomaliler, diisik do- 
gum agirligi bu koti gebelik sonuclari arasindadir [4]. Bu enfek- 
siyonlar dogum sirasinda anneden bebege gecerek oftalmia ne- 
onatarum, klamidya pnémonisi, dissemine gonokokal enfeksiyo- 
na neden olabilirler [5]. Aktif tedavi edilmemis CT enfeksiyonu 
olan gebelerden dogan yenidoganlarin %30-50’sinde konjonk- 
tivit; %10-20'sinde pnémoni gelisir [6]. Bu enfeksiyonlarin pre- 
natal tanisi ve tedavisi kotU gebelik sonuglarinin 6nlenmesinde 
son derece 6nemlidir. 

Gebe kadinlarda bu enfeksiyon etkenlerini belirlemek igin fark- 
lt gruplarin farkli rehberleri vardir. CDC ilk antenatal vizitte 
gebe kadinlarin CT acisindan taranmasini Onermektedir. NG 
igin ise yiksek riskli popUlasyonda veya prevelansin yiksek ol- 
dugu bélgelerde yasayanlarda tarama Gnermektedir. 24 yas al- 
tinda olma yiiksek risk fakt6rii olarak degerlendirilmektedir. Er- 
ken yasta cinsel iliski, multip! seksuiel partner, yakin zamanda 
seksiiel partner degistirmis olma, diisik sosyoekonomik durum, 
korunmasiz cinsel iliski, bariyer yontemini kullanmama diger 
risk faktorleridir [7]. CDC, CT pozitif olanlarda tedaviden 3 haf- 
ta sonra tekrar kontrol test yapilmasini 6nermekte; NG icin ise 
tedavi sonrasi kontrol teste gerek olmadigini vurgulamaktadir. 
ACOG, 24 yasindan daha kiictik gebe kadinlar ile yiiksek riskli 
grupta tarama 6nermektedir. ACOG ayni zamanda gebe kadin- 
larin Gciincii trimesterde tekrar taranmasini Gnermektedir [7,8]. 
Bu bilgiler isiginda, bu calismada amacimiz CT ve NG pozitifli- 
gini hastanemiz antenatal polikliniZgine basvuran gebe kadinlar- 
da arastirmak, risk faktérleri ile iliskisini belirlemek ve antena- 
tal tarama gerekliliZini degerlendirmektir. Bu galisma kendi bdl- 
gemizde yapilmis ilk ¢alisma olma niteligindedir. Tirkiye’de ge- 
beler Uzerinde bu konuda yapilmis calisma sayisinin yetersiz ol- 
masi; 6zellikle NG ile ilgili verilerin az olmasi nedeniyle calisma 
sonuclarinin yararli olacagini disunmekteyiz. 


Gere¢ ve Y6ntem 

Calismaya 20-40 yas arasi, Ocak 2015 ile Haziran 2015 tarihle- 
rinde Balikesir Universitesi Kadin Hastaliklari ve Dogum polikli- 
niginde gebe takibine gelmis ve CT/NG taramasi yapilmis, Uciin- 
ci trimesterda olan 42 kadin hasta dahil edilmistir. CT/NG tara- 
mast icin ornekler hasta litotomi pozisyonunda iken steril speku- 
lum muayenesi sirasinda servikovajinal akintidan, steril surtintii 
ile alinmis, 6zel sivi ortaminda laboratuvara ulastirilmis ve po- 
limeraz zincir reaksiyonu (PCR) yontemi ile NG ve CT pozitifli- 
gi arastirilmistir. Vajinal surdinti ornekleri 1 ml sakkaroz fosfat 


igeren sivi medium icine alinmistir. Daha sonra bu sividan 400 
uL alinarak PCR mediumuna eklenmis ve Xpert CT/NG (Cephe- 
id, Sunnyvale, USA) testini kullanarak CT ve NG arastirilmistir. 
Bu real time PCR testinin sensitivitesi ve spesifitesi >%95 Uze- 
rindedir. Hastalarin demografik verileri, mevcut semptomlari, 
cinsel yolla bulasan hastaliklar agisindan risk fakt6rleri, ilk cin- 
sel iliski yasi, evlilik suresi, partner sayisi, kontraseptif yontem 
kullanimi, cinsel iliski sikligi, pelvik enflamatuar hastalik oykii- 
su, cinsel yolla bulasan hastalik 6ykUsii sorgulanarak kayit alti- 
na alinmistir. 


Bulgular 

Hastalarin ortalama yas! 28,9+5,5 olarak bulunmustur. Basli- 
ca demografik 6zellikler tablo 1 de verilmistir. Ortalama gebelik 
haftas! 33,8+3,1; ilk cinsel iliski yas! ise 23,3+4,8dir. Gebelerin 
%38,1'i ilkokul mezunudur. ilk gebeligi olanlar % 61,9 ile en yiik- 
sek orandadir. Sadece 1 hastanin yasam boyu 2 partneri olmus- 
tur. Diger tim kadinlar tek eslidir. Gebelerin U¢te birinin gebelik- 
ten once prezervatif kullandigi g6riilmektedir. Kullanilan kontra- 
septif yontemlerden %38,1 ile koitus interaptus en yliksek oran- 
dadir. Kondilom 6ykustiniin 1 hastada oldugu goriilmektedir. L6- 
kore hastalarin % 85,7’sinde; disparoni % 23,8’inde vardir. CT/ 
NG tim hastalarda negatif saptanmistir (Tablo 2). 


Tablo 1. Hastalarin demografik 6zellikleri 


Yas 28,945,5 
Menars 13,2+1,3 
Evlilik stiresi (yil) 5,7+5,2 
Gebelik haftasi 33,8+3,1 
ilk cinsel iliski yas 23,3+4,8 
Egitim seviyesi 
ilkokul %38,1 
Ortaokul %21,4 
Lise %14,3 
Universite %26,2 
Tartisma 


Bu galismanin sonuclari Tirkiyede kendi bolgemizde gebelerde 
CT/NG enfeksiyon 6nleme ve kontrol stratejileri gelistirmemiz 
acisindan fikir verici niteliktedir. Sonuclarimiza gore CT/NG en- 
feksiyonu igin Ucgiincii trimesterde 42 gebe uzerinde PCR gibi 
yuksek etkinliZe sahip bir yontemle degerlendirme yapmamiza 
ragmen pozitiflik saptanmamistir. Calisma grubumuzun tek esli 
olmasi, RIA kullaniminin diisiik olmasi, erken yasta koitus oran- 
larinin az olmasi gibi nedenlerle enfeksiyon oranlarinin dustk ol- 
dugunu diisunmekteyiz. 

Literatuirde gebelerde CT/NG prevelans:i ile ilgili yapilan ¢alis- 
malarda farkli oranlar bulunmaktadir. Peuchant ve ark. [9] yap- 
tigi bir calismada CT, NG oranlar! sirasiyla %2,5 ve %0 olarak 
saptanmistir. Bizim ¢alismamizda da ise hem CT hem de NG 
%0 olarak saptanmistir. Peuchant ve ark. 18-24 yas gebeler ile 
partner sayisi 5 ve uzerinde olanlarda CT pozitifliginin arttigini 
géstermistir. Bizim calismamizda hastalarin tamamina yakini- 
nin tek esli olmasi, rahim igi arag kullaniminin dustik olmasi gibi 
nedenlerle CT/NG enfeksiyonu negatif saptanmis olabilir. Gho- 
pe ve ark. [10] yayinladigi bir poster sunumunda gebe adélesan 
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Tablo 2. Hastalarin sekstiel davranis 6zellikleri ve CT/NG 


Ozellik n yiizdesi 
Onceki dogumlar 

fe) 26 61,9 
1 8 19 
2 6 14,3 
3 2 48 
Partner sayisi 

1 41 97,6 
>1 1 2,4 
Gebelikten 6nce prezervatif kullanimi 

Evet 15 35,7 
Hayir 27 64,3 
Kontraseptif yontem 

Hormonal 3 Fl 
RIA 4 9,5 
Prezervatif 8 19 
Koitus interaptus 16 38,1 
Yéntem kullanmayan 11 26,2 
Pelvik enflamatuar hastalik dykiisti 

Evet ) (0) 
Hayir 42 100 
Kondilom oykiisii 

Evet 1 2,4 
Hayir 4l 97,6 
Lokore 

Evet 36 85,7 
Hayir 6 14,3 
Disparonia 

Evet 10 23,8 
Hayir 32 76,2 
Gebelikte cinsel iliski sikligi 

1/hf 18 42,9 
2/hf 14 33,3 
3/hf 4 9,5 
3/ay 4 95 
T/ay 1 2,4 
Cinsel aktif degil 1 2,4 
CT/NG 

Pozitif fe) (0) 
Negatif 42 100 


grupta CT %0,43; NG %4,31 olarak belirlenmistir. Chen ve ark. 
[11] 504 gebe kadin izerinde yaptiklari bir gallsmada CT %10,1; 
NG %0,8 olarak saptanmistir ve bu grup tarama programlari- 
nin kendi popilasyonlari igin uygun olacagini vurgulamislardir. 
Calisma sonuclarimiz géstermistir ki; hastalarin %85’inde |6ko- 
re pozitif olmasina ragmen CT ve NG tim hastalarda (n=42) ne- 
gatif bulunmustur. Bu bulgu Vuylsteke ve ark. [12] yaptigi calis- 
manin bulgulart ile uyumludur. Bu galismada servikal enfeksiyon 
ile vajinal akinti ve karin agrisi gibi semptomlarin iliskili olma- 
digi gésterilmistir. 

Ulkemizden, 328 cinsel aktif hastanin degerlendirildigi bir calis- 
mada; vajinal ve endoservikal ornekler, direkt mikroskobi, gram 
boyama ve kiilturler ile degerlendirilmis ve %1.82 oraninda CT, 
% 0.06 oraninda NG saptanmistir [13]. Yine dlkemizden bir ¢a- 
lismada erozyone kronik servisiti olan 50 bayan hastanin en- 


doservikal 6rneklerde monoklonal antikor immunokromatogra- 
fi yontemiyle CT antijeni degerlendirilmis; pozitiflik orani %64 
saptanmistir. Rutin kontrol amaciyla basvuran 23 kadinda ise 
bu oran %21 olarak tespit edilmistir [14]. Ancak antikor cevabi- 
nin her zaman akut enfeksiyonu géstermeyebilecegi unutulma- 
malidir. Ankara’da 146 seks calisani kadinin drnekleriyle calisi- 
lan bir arastirmada; gonokok ve sifiliz enfeksiyonu tespit edil- 
memis, CT ve trikomonas vajinalis sikligi ise sirasiyla %1.4 ve 
%0.7 olarak saptanmistir [15]. Yuksek risk grubunda bile goru- 
len bu diisiik oranlar; bizim ¢alismamizda risk fakt6rii olduk¢a 
az olan gebelerde neden CT ve NG tespit edemedigimizi agik- 
lamaktadir. 

Noyan ve ark. nin [3] gebeler Uzerinde yaptigi bir calismada 
anti-klamidya IgM antikorlari tim gebelerin %17.1’inde pozitif 
bulunurken, trimesterlere gore incelendiginde, IgM antikor pre- 
valansi 1. trimesterde %20 ile en yiiksek, 3. trimesterde %11.5 
ile en diisuk bulunmasina karsin, her Ug trimesterdeki degerler 
arasinda istatistiki anlamli fark saptanmamistir. Kaldi ki anti- 
klamidya lg M pozitifliginin 1-2 aydan 18-24 aya kadar uza- 
yabilecegi diistinuldigiinde bu oranlarin yiiksekligi akut enfek- 
siyonu tamamiyla yansitmayabilir. Akut enfeksiyonun kesin ta- 
nisi icin servikal kiltiir ile etkeni identifiye etmek ya da PCR ile 
CT genetik materyalinin incelenmesi gerekir. CT zorunlu hticre 
igi patojen oldugundan standart yayma kiltirlerle tespit edil- 
mesi zaten zordur. 

Hem CT hem de NG; pelvik enflamatuar hastalik, kronik endo- 
metrit, tubal okliizyon, adezyon gibi nedenlerle infertiliteye yol 
acabilmektedir. Ulkemizde 90 infertil kadinin degerlendirildi- 
gi bir calismada; klamidya antijen pozitifliZi %30 olarak bulun- 
mustur [16]. Yardimci treme teknikleri ile gebelik olusan 49 ol- 
gunun gebelik prognozu incelendiginde ise CT pozitif olanlarda 
terme ulasan gebelik orani %54.5 iken CT negatif kontrol gru- 
bunda bu oran %92.9 olup, istatistiksel olarak anlamli bulun- 
mustur [17]. Bizim poptilasyonumuz fertil grup oldugundan CT/ 
NG saptanmamas! literatiirle uyumlu gézukmektedir. Bir ¢alis- 
mada maternal enfeksiyon prevelansinin %6’nin altinda oldu- 
8u poptlasyonlarda CT taramasinin komplikasyonlar! 6nlemede 
ac¢isindan faydasinin yeterli olmayacagi ve rutin taramanin bu 
poptilasyonda efektif olmayacagi one sirtilmustur [18]. 
Urogenital CT/NG tanisinda 6zellikle CT’nin hucre igi bir mik- 
roorganizma olmasi ve kultiriinin zor olmasi nedeniyle farkli 
testler tercih edilmektedir. Bu testler niikleik asit amplifikas- 
yon testleri (NAAT), direkt immiinfloresans, enzim immiinassay 
ve nikleik asit hibridizasyon testleri olarak sayilabilir. PCR’ in 
da icginde bulundugu NAAT en sensitif ve spesifik testlerdir ve 
tan! ve taramada standart metot haline gelmistir [7]. Bu ¢a- 
lismada da akut enfeksiyon bulgusunu gostermede en duyar- 
lt yontemlerden olan PCR yontemini kullanarak daha kesin ka- 
naatlara ulasmak amaclanmistir. Kullandigimiz Cepheid Genex- 
pert CT/NG yonteminin degerlendirildigi ¢ok merkezli ve genis 
vaka serili bir callsmada hastalarin kendi kendilerine aldigi va- 
jinal stirtinti 6rnekleri de dahil tiim 6rneklerde yiiksek duyarli- 
lik ve 6zgiilluge sahip oldugu saptanmistir. CT i¢in duyarlilik en- 
doservikal, vajinal ve idrar orneklerinde sirasiyla %97.4, %98.7, 
%97.6; NG icin ise sirastyla %100, %100 ve %95.6 olarak be- 
lirlenmistir [19]. 

Calismamizin bazi limitasyonlari! mevcuttur. Bunlardan en 
onemlisi calismadaki denek sayisinin sinirli olmasidir. Bu ne- 
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denle calismanin sonuclar! tarama gerekliliZi agisindan fikir ve- 
rici niteliktedir. Buna ilave olarak CT/NG tim hastalarda ne- 
gatif saptanmistir. Calisma grubumuzda risk faktorlerinin az- 
ligt incelediZimiz enfeksiyon etkenlerinin Gok daha nadir goril- 
mesi ile sonuclanabilir. Bu CT/NG igin dustik pozitiflik oranlari 
cok daha genis hasta gruplart ile belirlenebilecektir. Ote yandan, 
Tirkiye’de konu ile ilgili galisma sayisinin sinirli olmasi, 6zellikle 
CT ve NC’nin birlikte degerlendirildigi calisma sayisinin cok az 
olmasi ve PCR gibi etkin bir y6ntemin kullanilmasi bu ¢alisma- 
nin gUcli yonlerini olusturmaktadir. 

Ozetle; gebelik, hormonal de@isiklikler ve immiinsupresyon ne- 
deniyle CT/NG enfeksiyon riskini artirabilir. Gebelerde bu enfek- 
siyonlarin taranmasi, kadinlarin cogu enfeksiyonu asemptoma- 
tik gecirdigi ve enfeksiyon tedavi edilmezse uzun sire sebat et- 
tiginden kotu gebelik sonuglarinin 6nlenmesinde yararli olabilir. 
Ancak bizim toplumumuz i¢gin CDC’nin 6nerdigi tum gebelere ta- 
rama yapmak veya ACOG’un onerdigi gibi gebeleri Ucuincii tri- 
mesterda tekrar taramak cok uygun gézukmemektedir. Olgu sa- 
yimiz sinirli oldugu igin galismamizdaki veriler fikir verici 6zellik- 
tedir. Daha buyuk hasta gruplari ile yapilacak ¢alismalar ile bu 
konuda bir kanaat olusturmak mimkin olabilecektir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Amac: Calismamizda Canakkale Onsekiz Mart Universitesi Tip Fakiiltesi Der- 
matoloji poliklinigine basvuran kronik dirtiker, allerjik rinit, sintizit, konjunkti- 
vit, farenjit, allerjik astma, atopik dermatit tanili hastalarin deri prik test so- 
nuclarinin retrospektif olarak degerlendirilmesi amaglanmaktadir. Gere¢ ve 
Yontem: Boliimiimiizde kronik iirtiker, allerjik rinit, sinuzit, konjunktivit, faren- 
jit, allerjik astma, atopik dermatit tanisi almis ve prik test uygulanmis 583 
hastanin test sonuclari retrospektif olarak degerlendirildi. Test iceriginde po- 
lenler, otlar, mantarlar, lateks, kedi-képek ttiyii, ev tozu akari ve gidalardan 
olusan 50 adet standart allerjen ¢ézelti mevcuttu. Bulgular: Hastalarin yasla- 
r! 3-70 yas arasinda olup, yas ortalamasi 30,6+17,5’du. 359 hastada (%61,6) 
herhangi bir allerjene pozitiflik tespit edildi. En sik goriilen allerjenler; ev tozu 
akarlart (%50,5) , otlar (%28,8), hububat polenleri (%29), gidalardan ise do- 
mates (%13,7), kahve (%13,1), tavuk eti (%13,0) ve cikolata (%12,7) idi. Tar- 
tisma: Canakkale’de elde ettigimiz deri prik test sonuglarinin ulkemiz allerjen 
haritasina katkida bulunacagi disiincesindeyiz. 


Anahtar Kelimeler 
Prick Test; Atopi; Allerji 


Abstract 

Aim: In this study we aimed to evaluate the prick test results of the patients 
with chronic urticaria, allergic rhinitis, sinusitis conjunctivitis, pharyngitis, al- 
lergic asthma and atopic dermatitis who attended to dermatology depart- 
ment of Canakkale Onsekiz Mart University Faculty of Medicine. Material and 
Method: The prick test results of 583 patients with chronic urticaria, allergic 
rhinitis, sinusitis, conjunctivitis, pharyngitis, allergic asthma, atopic dermati- 
tis were assessed retrospectively for this study. 50 standard allergens includ- 
ing pollens, grass, weed, fungal allergens, latex, cat fur, dog hair, house dust 
mites and foods were performed to the patients. Results: The ages of the pa- 
tients were between 3 and 70 (mean age was 30.6+17.5). At least one posi- 
tive prick test result to any allergen were obtained in 359 patients (61.6%). 
The most common allergens were; house dust mites (50.5%), weed(28.8%), 
polen grains(29%), tomato (13.7%), coffee (13.1%), chicken meat (13.0%) 
and chocolate (12.7%), respectively. Discussion: We think that our study will 
help to contribute to the allergen map of our country. 
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Giris 

IgE’ye bagl hipersensivite reaksiyonlarinin tanisinda_allerji 
testlerinin Onemli bir yeri vardir. YUksek etkinlik, diisik maliyet 
gibi nedenlerle deri prik testleri, aeroallerjenler, gidalar, ilacglar 
gibi bazi antijenlere karsi tip 1 asiri duyarlilik olusturan (aller- 
jik rinit, allerjik konjunktivit, allerjik astma, atopik dermatit gibi) 
hastaliklarin tanisinda halen yiiksek etkinlik, disk maliyet gibi 
nedenlerle birincil test olarak tercih edilmektedir [1-3]. Calisma- 
mizda atopi oykiisti olan 583 hastanin prik test sonuglarini ret- 
rospektif olarak inceleyerek, bolgemizde agirlikli olarak rol alan 
allerjenleri belirlemeyi amagladik. 


Gere¢ ve Y6ntem 

Calismaya Canakkale Onsekiz Mart Universitesi (COMU) klinik 
arastirmalar etik kurul baskanligindan onay alindiktan sonra 
COMU Tip Fakiiltesi Dermatoloji polikliniZine basvuran kronik 
urtiker, allerjik rinit, sinuzit, konjunktivit, farenjit, allerjik astma, 
atopik dermatit tanisi olan ve prik test uygulanmis 583 hastanin 
test sonuclari dahil edildi. Tum hastalarin detayli anamnez ve fi- 
zik muayene bilgileri degerlendirildi. Prik test uygulanmadan 6n- 
ceki 15 giin igerisinde antihistaminik, kortikosteroid, bronkodi- 
latat6r, mast hiicre stabilizatorleri, immiinsupresif ajanlar gibi 
test sonucunu etkileyebilecek topikal veya sistemik ilag kullanan 
hastalar ¢alismaya dahil edilmedi. Test icin polenler, otlar, ya- 
bani otlar, mantarlar, lateks, epitel, tiiy, ev tozu akari ve gidalar- 
dan olusan 50 adet standart aktivite ve konsantrasyondaki al- 
lerjen ¢ézeltiler kullanildi (Stallergenes®,Albio®). Allerjenler 6n 
kolun ig yztine, ucu 1 mm olan tek kullanimlik lansetler yardi- 
muiyla epidermise sizdirilarak uygulandi. Ciltte olusan reaksiyon 
20 dakika sonra degerlendirildi. Deride olusan eritem ve 6dem 
negatif (temoin) ve pozitif (histamin hidroklorit 1mg/ml) kont- 
rolle karsilastirildi. Pozitif kontroliin olusturdugu urtikeryal pa- 
puliin yarisi veya daha biiyiik ¢apta papi olusturan allerjen po- 
zitif kabul edildi. 

Veri girisi ve analizi icin SPSS istatistiksel 19,0 paket program! 
kullanildi. Tanimlayici verilerin sunumunda sayI, yiizde, ortalama 
ve standart sapma degerleri; gruplar arasi karsilastirmalarda 
kategorik degiskenler icin Fisher’s kesin testi kullanildi. p<0.05 
degeri “istatistiksel olarak anlamli” kabul edildi. 


Bulgular 

Hastalarin yaslari 3-70 yas arasinda olup, yas ortalamasi 
30,6+17,5’du. Hastalarin 207’si (%35,5) erkek, 376’i (%64,5) ka- 
dindi. 309 hastada bakilan IgE ortalamasi ise 209,3+681,1’di. Ca- 
lisma grubumuzda hastalarin (n=583), hastalik gruplarina gore 
dagilimi incelendiginde %0.5’inde (n=3) anjiyoddem, %4.8’inde 
(n=28) astim, %0.5’inde (n=3) astim ve Urtiker, %1.4’tinde (n=8) 
atopik dermatit, %0.5’inde (n=3) farenjit, %2.1’inde (n=12) pru- 
ritus, %25,9’unda (n=151) rinit, %0.2’sinde (n=1) rinit ve astim, 
%0.2’sinde (n=1) rinit ve konjuktivit, %61.9’unda (n=361) Urti- 
ker, %2’sinde (n=12) tirtiker ve rinit saptandi. 
Tiim hastaliklarda en sik gériilen allerjenler; 
rt %50,5 (dermatophagoides pteronyssinus %25, dermatop- 
hagoides farinae %25,5), otlar %28,8, hububat polenleri %29, 
yulaf, bugday, arpa, misir’dan olusan dort hububat karisimi % 
18,5, arpa, misir, piring, cavdar, bugday, yulaf, bugday unundan 
olusan yedi hububat karisim! %%10,5, kedi tiiyi %14,7, kopek 
tiyi %16,3, polenler %9,5, kf mantarlari %9,1 ve zeytin aga- 
ci %8,8, gidalardan ise domates %13,7, cikolata %12,7, tavuk 


ev tozu akarla- 


eti %13,0, kahve %13,1, karabiber %12,2, kirmizibiber %1 2,2, li- 
mon %12,3, misir %11,8, yumurta aki %11,8, cilek %11,5, kori 
%11,1, findik %9,8, ceviz %9,1 idi. 

Calisma grubumuzda allerjenlerin dagilimi hastalik tanisi alt 
gruplarinda da incelendi. Urtiker tanisi alanlarin %65.1’inde 
(n=235) prick testi pozitifti. Bu hastalarda en sik gorilen aller- 
jenler sirastyla %27.5 (n=73) evtozuiki, %26.4 (n=70) evtozu- 
bir, %22.6 (n=60) oniki ot, %20.0 (n=53) Dért hububat, %19.7 
(n=52) képek tiyU ve %16.3 (n=43) kedi tiyiiydi. Rinit tanisi 
alanlarin %53.6’sinda (n=81) prick testi pozitifti. Bu hastalarda 
en sik gorilen allerjenler sirasiyla %21.4 (n=27) oniki ot, %19.0 
(n=24) D6ért hububat, %18.3 (n=23) evtozubir, %16.7 (n=21) ev- 
tozuiki, %11.1 (n=14) kedi tuyU ve %7.9 (n=10) képek tiyiydi. 
Astim tanisi alanlarin %53.6’sinda (n=15) prick testi pozitifti. 
Bu hastalarda en sik gérilen allerjenler sirasiyla %40.0 (n=10) 
evtozubir, %40.0 (n=10) evtozuiki, %24.0 (n=6) oniki ot, %8.0 
(n=2) D6rt hububat, %12.0 (n=3) képek tiiyli ve %8.0 (n=2) kedi 
tuyiiydi. Pruritus tanisi alan 7 kisinin prick testi sonucu pozi- 
tifti. Bu hastalarda goriilen allerjenler evtozubir (n=3), evtozui- 
ki (n=2), k6pek tiiyU (n=2), yumurta aki (n=1), kahve (n=1), oniki 
ot (n=1), dort hububat (n=1), karabiber (n=1), inek stitt (n=1) ve 
yaban arasiydi (n=1). 

Calisma grubumuzda cinsiyete gore prick test pozitifligi acisin- 
dan istatistiksel anlamli bir fark bulunmadi (p=0.924). 

Calisma grubumuzda 3-16 yas grubunda 153 hasta (%26,2), 17 
yas ve uzeri grupta 430 hasta (%73,8) vardi. Onyedi yas ve Uze- 
ri hasta grubunda findik (n=28), kirmizi biber (n=46) ve ceviz al- 
lerjisi (n=17), 3-16 yas grubuna gore (sirasiyla n=2, n=8, n=1) 
istatistiksel olarak anlamli diizeyde daha yiiksekti (p<0,05) (Gra- 
fik 1). Diger allerjenler agisindan yas gruplari arasinda ista- 


™3-16 yas arasi hastalar 
(N=153) 

[17 yas ve iizeri hastalar 
(N=430) 


Findik 


Kirmizt biber es 
Ceviz 


Grafik 1. Calisma grubumuzda findik, kirmizi biber ve ceviz alerjenlerinin pozitif- 
lik durumu, Canakkale, 2014 


tistiksel olarak bir fark bulunmadi (p>0.05). Calisma grubumuz- 
da yer alan hastalarda yas gruplarina gore prick testi sonucu- 
na gore allerjenlerin dagilimlar! Tablo 1’de ve grafiklerle sunul- 
mustur (Grafik 2). 


Tartisma 

Klinigimizde uygulanan prik testlerde %61,6 pozitiflik saptandi. 
Ulkemizde yapilan benzer calismalarda farkli oranlar bildirildi- 
Bini gozlemledik. izmir Atatiirk EZitim ve arastirma hastanesin- 
de atopi, atopik dermatit, kronik Urtiker, allerjik rinit, sintizit ve 
konjunktivitli 550 hastada yapilan calismada %44,36 pozitiflik 
bildirilmektedir [4]. Lokaj-Berisha ve ark. [5] allerjik astma ve ri- 
nitli hastalarda %81,3, Oztiirk ve ark. [6] allerjik rinitli 180 has- 
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Tablo 1. Calisma grubumuzda yas gruplarina gore allerjenlerin dagilimi, Canakkale, 2013 


Hasta gruplari Allerjenler (%) 
limon | yumurtaaki | domates | cikolata cilek kahve yer fistigi tavuk eti yedi hububat | ev tozu bir ev tozu iki 
3-16 yas arasi hastalar (N=153) 7,70 9,10 11,90 10,40 7,10 12,10 12,10 9,00 10,60 28,00 26,30 
17 yag ve iizeri hastalar (N=430) | 13,60 12,50 14,20 13,30 12,50 13,30 9,60 14,20 10,40 23,90 25,20 
onikiot |dorthububat} latex | keditiiyii| k6pek tiiyii kara biber kori piring unu cavdarunu | yulafunu | arpa unu| bugday unu 
3-16 yas arasi hastalar (N=153) | 22,90 15,30 5,10 11,10 11,10 7,70 7,70 2,80 5,60 2,80 0,00 0,00 
17 yag ve iizeri hastalar (N=430) | 22,70 19,60 10,10 16,00 18,10 13,80 12,30 7,20 7,20 6,30 4,50 5,40 
saricam | polen —_|zeytin agaci|isirgan otu| agac karisimi muz seftali portakal elma badem | havug | _patates 
3-16 yag arasi hastalar (N=153) 0,00 2,80 2,80 2,80 0,00 4,70 2,30 2,30 2,30 0,00 2,30 0,00 
17 yag ve iizeri hastalar (N=430) | 6,30 11,70 10,80 7,20 8,10 4,60 1,80 8,30 2,80 3,70 4,60 5,50 
ay cigegi| — misir ispanak | inek siitii | yumurta sarisi| mavi balik karisimt | beyaz balik karisimt | kumes hayvant tuyu | hamam bdcegi|yaban arisi} mantar | _ bal arisi 
3-16 yas arasi hastalar (N=153) 4,70 11,60 0,00 2,00 0,00 0,00 2,00 2,00 6,00 6,00 4,00 2,00 
17 yag ve iizeri hastalar (N=430) | 4,60 11,90 8,30 9,50 7,50 6,10 5,40 7,50 14,30 10,90 10,90 11,60 
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Grafik 2. Calisma grubumuzda allerjenlerin dagilimi, Canakkale, 2014 


tada %56,7, Akaya ve ark. [7] allerjik astma ve allerjik rinit- 
li hastalarda %57, Tezcan ve ark. [8] atopisi veya ailesel atopi 
oykiisu olan 5055 hastada %48, Misirlioglu ve ark. [9] 543 aler- 
jik rinitli cocuk hastalarda %24,8, Caliskaner ve ark. [10] kronik 
urtikerli hastalarda %27,4 pozitiflik saptamislardir. Oranlarda- 
ki bu farkliliklarin bélgesel allerjenlerin dagilimindan ve cesitlili- 
ginden kaynaklandigini diisinmekteyiz. 

Calismamizda en yiksek pozitiflik oraninini ev tozu akarlarina 
karsi tespit ettik (%50,5). Bircok arastirmaci da en yilksek pozi- 
tiflik oranini ev tozu akarlarina karsi bildirmistir. Akaya ve ark. 
[7] %45, Tezcan ve ark. [8] %42, Caliskaner ve ark. [10] %24,7, 
Oztiirk ve ark. [6] %72.5 ile %63.7 (sirasiyla; Dermatophagoi- 
des pteronyssinus ve Dermatophagoides farinae) ev tozu akar- 
larina pozitiflik bildirirken, izmir’de [4] bu oran %11,63 olarak 
saptanmistir. Canakkale’de akarlara karsi olan yUksek pozitivi- 
tenin yUksek nem oranina ve ruzgarla tasinan farkli toz partikil- 
lerinin yogun olmasina bagli oldugunu diisinmekteyiz. Litera- 
tiirde de bu durumu destekler nitelikte ev tozlarinda ve gidalar- 
da bulunan akarlarin bélgesel ¢alismalarla ortaya konmas! ge- 
rektigi bildirilmistir [11,12]. 

Akarlardan sonra en yiiksek oranda otlar (%22,9), hububat po- 
lenleri (%18,7), kedi tiiyU (%14,7) ve kopek tuyti (%16,1) polenler 
(%10,1), kf mantarlari (%10,1) ve zeytin agacina (%9,5) karsi 
duyarlilik tespit ettik. Ozellikle zeytin aZacinin yaygin bulundugu 
bir y6rede bulunmamiz cevresel faktorlerin, dogal bitki Grttisti- 
nun etyolojide rol aldigini destekler niteliktedir. 

Gidalardan en yiiksek oranda domates’e (%13,5) kars! duyarlili- 


gin gozlenmesi de yorede domates Uretiminin yaygin olmasina 
bagli olarak bolgesel farkliliklarin etkisini gostermektedir. 

Gida allerjileri daha ¢ok gocukluk déneminde gérilirken, eriskin 
yaslarda azalmaktadir. Calismamizda ise bu farklilik tespit edil- 
memistir. Bunun arastirmamizda cocuk hasta sayisinin az olma- 
sina bagl olabilecegini diisinmekteyiz. 

Sonug olarak; tip 1 asiri duyarliliga bagli hastaliklarda en sik 
kullanilan test olan prik testin kullanimuyla, allerjenlerin tes- 
pit edilmesinde ve bireylerin yasam kalitesinin artirilmasinda 
6nemli adimlar atilmistir. Canakkale’de elde ettigZimiz sonucla- 
rin da bélgemiz ve tlkemiz allerjen haritasina katkida bulunaca- 
81 dustincesindeyiz. 


Cikar Cakismasi ve Finansman Beyani 
Bu cgalismada cikar gakismasi! ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Amac: Alopesi areata kil folikilllerini etkileyerek yama tarzi sag kaybiyla sey- 
reden, yas ve cinsiyet farki gézetmeksizin gelisebilen kronik inflamatuar bir 
hastaliktir. Bu calismada bélgemizdeki alopesi areata tanili hastalarin klinik, 
demografik ve laboratuvar 6zelliklerinin incelenmesi amaclanmistir. Gerec ve 
Yéntem: Gaziosmanpasa Universitesi Tip Fakiiltesi, Deri ve Zihrevi Hastalik- 
lar Anabilim Dali Klinigi’ne Ocak 2013-Ocak 2015 tarihleri arasinda basvuran 
alopesi areata tanis! alan 246 hastanin verileri retrospektif olarak incelendi. 
Laboratuvar ozelliklerinin karsilastirilmasi icin yas ve cinsiyet 6zellikleri ben- 
zer olan 87 saglikli kontrol calismaya dahil edildi. Bulgular: Calismaya 10171 
kadin (%41,1) ve 145’i erkek (%58,9) toplam 246 hasta alindi. Hastalarin yas 
ortalamas! 29,84+10,92 idi. Hastalarin 31’i gocuk (<18 yas), %89,4’li 40 yas 
altinda ve %67,5'i 20-40 yas arasindaydi. Hastalarin 240’inda (%97,5) AA, 
5’inde (%2) alopesi totalis, 1’inde (%0,4) alopesi tiniversalis mevcuttu. Hasta- 
larin %23’tinde hastaligin baslangi¢ yasinin 20 yasin altinda oldugu saptan- 
di. Sacli deride hastalarin %95,9’unda hafif tutulum ve %4,1’inde siddetli tut- 
lum vardi. Hastalarin 69’unda (%28) tirnak tutulumu tespit edildi. Sagli deri- 
de hastalik siddeti ile cinsiyet, tirnak tutulumu ve hastalik baslangi¢ dénemi 
arasinda anlamli bir iliski bulunmadi (p>0,05). Hastalarin 18’inde (%7,3) aile 
hikayesi mevcuttu. Aile hikayesi ile hastaligin baslangic dénemi ve hastalik 
siddeti arasinda anlamli bir iliski saptanmadi (p>0,05). Hastalarin laboratu- 
ar ozellikleri kontrollerle karsilastirildiginda, serbest T3, serbest T4, hemog- 
ram, ferritin, vitamin B12 ve folat degerleri acisindan istatistiksel olarak an- 
lamli bir farklilik saptanmadi. Ancak TSH degeri AAl grupta istatistiksel ola- 
rak anlamli yiiksek bulundu (p=0,03). Tartisma: Calismamiz bélgemizdeki alo- 
pesi areata tanili hastalarin demografik, klinik ve laboratuar 6zelliklerini gés- 
termektedir. Ulkemizde yapilan diger calismalarin sonuclarina benzer olmak- 
la beraber farkliliklar sapanmistir. 


Anahtar Kelimeler 
Alopesi Areata; Demografik Ozellikler; Klinik Ozellikler; Laboratuvar Ozellikler 


Abstract 

Aim: Alopecia areata is a chronic inflammatory disease; characterized with 
patchy hair loss and occurs in people of all ages and both gender.This study 
aims to investigate the demographic characteristics of the patients with alo- 
pecia areata in our region. Material and Method: Data of 246 patients who 
were diagnosed as alopecia areata in University of Gaziosmanpasa, Medi- 
cal Faculty, Department of Dermatology, between January 2013 and January 
2015 were evaluated retrospectively. 87 age and gender mathched subjects 
were enrolled as control group. Results: 246 patients, 101 female (41,1%) 
and 145 male (58,9%) were included in the study. Mean age of the all pa- 
tients were 29,84+10,92. 31 patients were <18, 89,4% were <40 and 67,5% 
were 20-40 years old. 240 patients (97,5%) had AA, 5 (2%) had alopecia to- 
talis, 1 had (0,4%) alopecia universalis. 23% of the patients were diagnosed 
in the age of smaller than 20. 95,9% of the patients had mild involvement in 
the scalp and 4,1% had severe. 69 patients had (28%) nail involvement. There 
were not a significant difference between disease severity in scalp and nail 
involvement, gender and disease initiation age (p>0,05). 18 patients (7,3%) 
had family history. initiation age and severity of the disease and family his- 
tory had not a significant difference (p>0,05). Free T3, free T4, hemogram, 
ferritin, vitamin B12 and folat levels of the patients and the controls were 
not significantly different. But TSH levels were significantly high in AA group 
(p=0,03). Discussion: Our study shows the demographic characteristics of the 
alopecia areta patients in our region. The results are similar to other studies 
in our country, however, some differences has been estimated. 
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Giris 

Alopesi areata (AA), kil folikillerini hedef alan, skarsiz kil kaybi 
ile seyreden yamalarla karakterize, yaygin ve otoimmiin bir has- 
taliktir [1]. Genel popiilasyonun %0.1-0.2’sini etkilemekle bera- 
ber her iki cinste ve her yasta gortilebilmektedir [ 2]. Etiyoloji- 
si kesin olarak bilinmemektedir. Ancak infeksiyonlar, oxsidadif 
stres, psikolojik etkenler, genetik yatkinlik otoimmiin ve nérolo- 
jik fakt6rlerin 6nemli bir rol oynadigi bilinmektedir. Sag, sakal, 
kas ve kirpiklerin yani sira tum vucut killari etkilenebilir [1-3]. 
AA tim etnik gruplarda gortilebilen yaygin bir hastaliktir. Calis- 
mamizin amaci bélgemizdeki AA hastalarin klinik, demografik 
ve laboratuvar 6zelliklerini incelemek, ayrica hastalik siddeti ile 
Klinik bulgular arasindaki iliskileri degerlendirmektir. 


Gere¢ ve Y6ntem 

Deri ve Zuhrevi Hastaliklari Klinigimize Nisan 2013- Nisan 2015 
tarihleri arasinda basvuran AA tanis! almis 145 erkek 101 ka- 
din toplam 246 hastanin verileri retrospektif olarak incelendi. 
Hastalardan < 18 yasinda olanlar gocuk hasta olarak degerlen- 
dirildi. Hastalarin yas, cinsiyet, hastalik suresi, hastaligin bas- 
lama yasi, alopesi tutulum alanlari (sag, sakal, kas, kirpik, di- 
ger vicut killari), aile 6ykiisi, atak sayis! (<4 ve 24) tirnak tutu- 
lumu (“pitting”, longitudinal cizgilenme, ldkonisi, transvers ¢iz- 
gilenme), eslik eden emosyonel stres hikayesi, tiroid fonksiyon 
testleri (serbest T3, serbest T4, TSH), hemogram, ferritin, vita- 
min B12 ve folat degerleri kaydedildi. Olgular lezyon yayginligi- 
na gore hafif siddette olanlar (sagli deri tutulumu <%50, grup 1) 
ve siddetli olanlar (sacl deri tutulumu >%50, grup 2) olmak tize- 
re iki gruba ayrildi. Hastalik sureleri < 1yil ve > lyil olarak si- 
niflandirildi. Hastalar klinik olarak AA, alopesi totalis ve alopesi 
Universalis olarak ayrildi. Hastalarin laboratuar 6zelliklerini de- 
gerlendirmek ve karsilastirmak icin baska nedenlerle poliklinigi- 
mize basvuran, AA tanis! almayan ve sistemik hastalig! olmayan 
bireylerden olusan, yas ve cinsiyet agisindan uyumlu 89 kont- 
rol grubu poliklinik hasta kayit dosyalarindan retrospektif ola- 
rak taranarak ¢alismaya dahil edildi. 

Bulgular SPSS (18,0) istatistik programina kaydedildi. Degis- 
kenler arasindaki iliskileri belirlemede Ki-kare testi kullanildi ve 
hesaplamalarda istatistik anlamlilik duizeyi p<0,05 olarak alindi. 


Bulgular 

Hastalarin 101’i kadin (%41,1) ve 145’i erkekti (%58,9). Hasta- 
larin yas ortalamasi 29,84+10,92 idi. Hastalarin 31’i cocuk (<18 
yas), 215’ eriskin (218 yas), %89,4’ 40 yas altinda ve %67,5’i 
20-40 yas arasindaydi. Hastalarin 240’inda (%97,5) AA, 5’inde 
(%2) alopesi totalis, 1’inde (%0,4) alopesi Universalis mevcut- 
tu. Hastalarda hastaligin baslangi¢ yasi 2-52 yas arasinda de- 
gismekte olup, kadinlarda ortalama 28,6+11,2 yil ve erkeklerde 
ise 27,8+11,2 olarak tespit edildi. Hastalarin %23’tnde hastali- 
gin baslangig yasinin 20 yasin altinda oldugu saptandi. Hastala- 
rin cinsiyetleri ile hastalik baslangi¢ yaslari (gocukluk ve eriskin- 
lik dénemi) arasinda yapilan karsilastirma sonrasi istatistiksel 
olarak anlamli bir iliski bulunmadi (p>0,05). Ayrica AA‘nin sidde- 
tiyle hastalik siresi arasinda istatistiksel olarak anlamli bir ilis- 
ki bulunmadi (p>0,05). 

Tutulum alanina bakildiginda 190 hastada (%77,2) sacli deri, 49 
hastada sakal (%19,9), 4 hastada (%1,6) kas, 2 hastada (%0,8) 
kirpik ve 1 hastada (%0,4) diger viicut killarinda dokiilme (ak- 


silla, ekstremiteler, pubik bélge) mevcuttu. Hastalarin atak sa- 
yis! degerlendirildiginde; %90,6’sinin atak sayisi 4’ln altinda, 
%9,4’Uniin atak sayisi 4 ve Ustiinde saptandi. Hastalarda tirnak 
tutulumu degerlendirildiginde, 69 hastada (%28) tirnak tutulu- 
mu tespit edildi. Tirnak tutulumu olan hastalardan 13 hastada 
(%5,3) pitting, 21 hastada (%18,7) longitudinal cizgilenme ve 
10 hastada (%4,1) l6konisi tespit edildi. Hastalarin %95,9’unda 
hafif tutulum ve %4,1’inde siddetli tutlum vardi. Sacli deride 
hastalik siddeti ve tirnak tutulumu karsilastirildiginda istatistik- 
sel olarak anlamli bir iliski saptanmadi (p>0,05). 

Hastalarin %53,7’sinin dykiisunde eslik eden emosyonel stres 
hikayesi varken %46,3’tinde yoktu. Hastalarin %5,3’tinde fo- 
kal enfeksiyon eslik ediyordu. Hastalarin 18’inde (%7,3) aile hi- 
kayesi mevcuttu. Aile hikayesi ile hastaligin baslangig dénemi 
arasinda anlamli bir iliski saptanmadi (p>0,05). Sagli derideki 
hastalik siddeti ile aile hikayesi arasinda anlamli bir iliski bu- 
lunmadi (p>0,05). Eslik eden hastalik 6ykUstinde ise 2 hastada 
(%0,8) tip2 diyabet 3 hastada (%1,2) hepatit B, 8 hastada tiroi- 
dit (%3,3) ve 2 hastada astim (%0,8) oldugu saptandi. Hastala- 
rin klinik ve demografik ozellikleri tablo 1 de gosterildi. 
Hastalarin laboratuar 6zellikleri kontrollerle karsilastirildiginda, 
serbest T3, serbest T4, hemogram, ferritin, vitamin B12 ve folat 
degerleri agisindan istatistiksel olarak anlamli bir farklilik sap- 
tanmadi. Ancak TSH degeri AA grupta istatistiksel olarak an- 
lamli yuksek bulundu (p=0,03). Hastalarin laboratuvar 6zellikleri 
kontrollerle karsilastirilmal olarak tablo 2 de gésterildi. 


Tablo 1. Hastalarin klinik ve demografik ézellikleri 


n=246 % 
Cinsiyet, kadin/erkek 101/145 41,1/58,9 
Yas 29,84+10,92 


Baslangic yasi (yil) 


Kadin/ erkek 28,6411,2 /27,8+11,2 

Atak sayisi 

ilk atak 186 75,6 
2-3 atak 36 14,7 
24 23 9,7 


Sacli deri siddeti 
Hafif( <%50) 236 95,6 
Siddetli (=%50) 10 4,1 


Tutulum alani 


Sacli deri 182 73,9 
Sakal 49 19,4 
Kas 4 1,6 
Kirpik 1 0,4 
Diger 1 0,4 


Tirnak tutulumu 


Pitting 13 5,3 

Longitudinal cizgilenme 46 18,7 

Lokénisi 10 41 

Aile hikayesi 

Var 18 7,3 

Yok 228 93,7 
Tartisma 


Tim diinyada yaygin olarak gortlen AA her iki cinste ve her yas- 
ta goérulebilmektedir. Yama tarzinda sag kaybi ile karakterize 
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Tablo 2. Hastalarin laboratuar ézelliklerinin kontrollerle karsilastirilmasi 


Alopesi Areata(n=246) Kontrol (n=89) p degeri 
B12 vitamini 272,9+9,2 272,7+18,5 p>0.05 
Ferritin 60,5+4,1 52,2+8,1 p>0.05 
Folat 7,9+0,1 7,440,3 p>0.05 
Hb 14,6+0,1 13,940,2 p>0.05 
sT4 1,140.02 1.2+0.02 p>0.05 
sT3 3,4+0,05 3,4+0,07 p>0.05 
TSH 1,96+0,08 1,51+0,1 p<0.05 


otoimmun bir hastaliktir ve dermatoloji poliklinigine basvuran 
hastalarin %0,7-3,8’ ini olusturmaktadir [4]. Her iki cinste esit 
olarak gériilmesine ragmen bu oran bdlgesel degisiklik goster- 
mektedir. Ulkemizde yapilan calismalarin bazilarinda kadinlar- 
da bazilarinda ise erkeklerde daha sik olarak saptanmistir. Yu- 
nanistan, Fransa, Italya, ispanya gibi Akdeniz tilkelerinde yapi- 
lan calismalarda erkeklerde daha sik, ingiltere’ de yapilan ca- 
lismalarda ise kadinlarda daha sik olarak bildirilmistir [2,5-10]. 
Calismamizda ise bolgemizde erkeklerde gérillme sikliZinin_ bi- 
raz daha fazla oldugu belirlenmistir. 

AA her yasta gortilebilse de 40 yas altinda daha yaygin oldugu 
ve baslangic yasinin siklikla yasamin ilk 3 on yilinda oldugu gés- 
terilmistir [11]. Calismamizda literattirle uyumlu olarak hastala- 
rin %89,4"nuin 40 yas altinda ve %67,5’nin 20-40 yas arasinda 
oldugu saptanmistir. Yorgancilar ve arkadaslarinin 100 AA ta- 
nili hastada yaptiklari ¢alismalarinda hastalarin %64’tinde bas- 
langi¢ yasini 20 yas altinda tespit etmistir [12]. Calismamizda 
ise bu oran %23 olarak bulunmustur. Hastaligin baslangi¢ d6- 
nemi ile cinsiyeti karsilastirildiginda Ulkemizde ve Hindistan’ da 
yapilan calismalarda cocukluk déneminde hastalik baslangicinin 
kadinlarda erkeklere gore daha yiiksek, Yunanistan’ da yapilan 
bir galismada ise erkeklerde daha yiiksek oldugu tespit edilmis- 
tir [2,5,10]. Calismamizda ise hastalarin cinsiyetleri ve hastalik 
baslangi¢ dénemleri arasinda anlamli bir farklilik bulunmamis- 
tir. Ayrica cinsiyet ile hastalik siddeti arasindaki iliski karsilas- 
tirildiginda Cin ve Singapur’da yapilan calismalarda erkeklerde 
daha sidettli oldugu gdsterilmistir [7,13]. Ancak Ulkemizde ya- 
pilan calismalarda herhangi bir iliski gosterilememistir [5,6,12]. 
Calismamizda da cinsiyet ile hastalik siddeti arasindaki bir ilis- 
ki saptanmadi. 

AA tim killi deriyi etkilese de en sik sacli deri sonrasinda sa- 
kal bolgesi ve diger alanlar etkilenmektedir [14]. Calismamiz- 
da literatiirle uyumlu olarak hastalarin %73,9’unda sacli deri 
ve %19,9’unda sakal tutlumu saptanmistir. AAnin tip 2 diyabet, 
pemfigus foliaseus, vitiligo, tiroid hastaliklar! ve romatoid art- 
rit gibi multiple otoimmiin hastaliklarla birlikteligi bilinmektedir 
[15,16]. Tiroid hastaliklarinin AA ile birlikteligi yaklasik %1-%20 
‘dir [10,16]. Hastalarimizin serbest T3 ve T4 degerleri kontrol 
grubuyla karsilastirildiginda istatistiksel olarak anlamli bir ilis- 
ki saptanmazken TSH degeri istatistiksel olarak anlamli yiiksek 
cikmistir. Hastalarin %3,3’tinde tiroidit ve %0,8’inde tip 2 diya- 
bet saptanmistir. Bu sonuclar daha 6nce yapilan ¢alismalarla 
benzer bulunmustur. 

AAnin serum ferritin, vitamin B12, folat ve hemoblobin degerleri 
arasinda iliskiyi arastiran ¢alismalar mevcuttu. Bu ¢alismalarin 
bir kisminda AA’ li hastlarda serum ferritin, vitamin B12, folat 
ve hemoblobin degerleri diisuk olarak saptanmistir. Ancak bazi- 
larinda ise istatistiksel olarak anlamli bir iliski g6sterilememis- 


tir [17-20]. Calismamizda da AA ile serum ferritin, vitamin B12, 
folat ve hemogblobin degerleri arasinda istatistiksel olarak an- 
lamli bir iliski saptanmadi. 

Sonug olarak bélgemizdeki AA’ hastalarin klinik, demografik ve 
labarotuvar verileri dier ¢alismalar ile uyumludur. Bu verilerin 
ulkemize ait genel verilerin olusturulmasina katki saglayacagi- 
ni ve daha fazla sayida hasta i¢geren cok merkezli epidemiyolojik 
calismalarla desteklenmesi gerektigini duisiintiyoruz. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Calismamiz 12-16 Kasim 2014 tarihleri arasinda Antalya‘da yapilan “36. Tiirk Mikrobiyoloji Kongresinde” poster olarak sunulmustur. 


Ozet 

Amac: Uriner sistem enfeksiyonlari siklikla bakteriler tarafindan olusturul- 
makla birlikte, enfeksiyonlarin 6nemli bir kisminda fungal etiyoloji saptan- 
makta, bunlar arasinda da kandidalar ilk siray! almaktadir. Bu calismada has- 
tanemiz idrar Grneklerinden izole edilen Candida ttrlerinin dagiliminin be- 
lirlenmesi amaclandi. Gerec ve Yontem: Candida tiir tayini germ tup testi, 
chrom agar Candida (Biomerieux, France)'daki koloni rengi ve API ID32C AUX 
(Biomerieux, France) ticari kiti ile yapildi. Veriler SPSS 15.0 veri analiz progra- 
mi ile analiz edildi. Bulgular: Mart 2011-Mart 2014 tarihleri arasinda deger- 
lendirilen 109662 idrar kiilttirtintin 24364 (%22)’iinde anlamli tireme saptan- 
di. Anlamli Gireme saptananlarin 1096 (%4.5)’sinda maya izole edildi. Calis- 
mamizda en sik C. albicans (%50.5), C. tropicalis (%15.9), C. glabrata (%12.7), 
C. parapsilosis (%7.2), C. kefyr (%5.8), C. krusei (%5.5) tiirleri izole edildi. En 
fazla reme anestezi yogun bakim initesinde gézlendi. Tartisma: Calisma- 
mizda idrar 6rneklerinde en sik izole edilen maya turii C. albicans olarak bu- 
lundu. Hastanelerde Candida tiir tayininin yapilip, klinik dagilimlarinin belir- 
lenmesi; tedaviye yon verilmesi ve alinacak 6nlemler acisindan oldukca 6nem- 
lidir. 


Anahtar Kelimeler 
Uriner Sistem Enfeksiyonu; Kandidiiri; C. albicans 


Abstract 

Aim: Although urinary tract infections often caused by bacteria, fungal etiol- 
ogy is detected in a significant number of infections in which Candida is 
the leading cause. In this study we aimed to evaluate the distribution of 
Candida strains isolated from urine samples in our hospital. Material and 
Method: Candida species were identified based on germ tube test, colony 
morphology on chrom agar Candida (Biomerieux, France) and API ID32C AUX 
(Biomerieux, France) commercial kit. Data were analyzed with SPSS 15.0 
software for data analysis. Results: During March 2011-March 2014 a total 
of 109662 urine cultures were evaluated and 24364 samples revealed sig- 
nificant growth. Of the significant growth detected 24364 (22%) samples 
1096 (4.5%) were defined as yeasts. The isolates most frequently detected in 
this study were C. albicans (50.5%), C. tropicalis (15.9%), C. glabrata (12.7%), 
C. parapsilosis (7.2%), C. kefyr (5.8%), C. krusei (5.5%). The highest yeast 
growth was observed in anesthesia intensive care unit. Discussion: In our 
study, the most frequently isolated species of yeast in the urine was C. al- 
bicans. Determination of Candida species and their clinical distributions in 
hospitals is very important in terms of giving direction to the treatment and 
measures to be taken. 
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Giris 

Uriner sistem enfeksiyonlari (USE) en sik gérillen nozokomi- 
yal enfeksiyonlardir. Siklikla bakteriler tarafindan olusturulmak- 
la birlikte bu enfeksiyonlarin %10-15’inde fungal etiyoloji sap- 
tanmakta, bunlar arasinda da Candida tiirleri ilk siray! almakta- 
dir [1-2]. Hastanede yatan hastalarda kandidiiri insidansinin son 
10 yilda %1’den %8’e yiikseldigi bildirilmistir [3]. Ozellikle ge- 
nis spektrumlu antibakteriyel ilaclarin, kortikosteroidlerin ve im- 
munsupresif ajanlarin kullanimi ile birlikte uzun sireli Uriner ka- 
teterizasyonun bu yiikseliste 6nemli rol bulunmaktadir [4]. Kan- 
didirilerde en sik etken C. albicans olmakla birlikte, bunun disin- 
daki tiirlerin de sikligi giderek artmaktadir [5]. 

Bu calismada idrar orneklerinden izole edilen Candida tirlerinin 
tayini ve kliniklere gére dagiliminin belirlenmesi amaglanmistir. 


Gere¢ ve Y6ntem 
Hastanemiz mikrobiyoloji laboratuvarinda Mart 2011-Mart 
2014 tarihleri arasinda degerlendirilen idrar kultirlerinde Ure- 
yen mantarlarin tir tayini yapildi. Uriner sistemin fungal enfek- 
siyonlarinda bir esik deger belirlenmediginden herhangi bir kon- 
santrasyonda Candida tiremesi anlamli kabul edildi. 

Hastanemiz bakteriyoloji laboratuvarina gonderilen idrar 6rnek- 
leri rutin izolasyon amaciyla %5 koyun kanli ve EMB besiyerleri- 
ne (Salubris, Tiirkiye) ekilip 37°C’de 24-48 saat inkiibe edilerek 
uiriner patojenler yonunden incelendi. Maya mantar! Ureyen 6r- 
nekler tur tayini igin mikoloji laboratuvarina génderildi. Bu 6r- 
nekler misir unu Tween 80 agar (Salubris, Turkiye), Sabouraud 
dekstroz agar ( Salubris, Tiirkiye) ve chrom agar Candida (Bio- 
merieux, France) besiyerlerine ekildi. Mayalar germ tip olustur- 
masi, mikroskobik morfolojileri ve koloni rengine gore deger- 
lendirildi. Bu yontemler ile tir tayini yapilamayanlar karbonhid- 
rat asimilasyon 6zellikleri igin API ID 
32C (BioMerieux, Fransa) kitiyle de- 


Uremeler klinik dagilimina gore degerlendirildiZinde en fazla 
uiremenin anestezi yogun bakim Unitesinde oldugu goézlendi. C. 
albicans en sik anestezi, beyin cerrahisi, pediatri, néroloji ve i¢ 
hastaliklar! yogun bakim Uniteleri; pediatri, genel cerrahi, i¢ has- 
taliklari, enfeksiyon hastaliklari, acil servis ve droloji kliniklerin- 
de; C. kefyr bobrek nakli biriminde; C. tropicalis ise kalp damar 
cerrahisi yogun bakim initesi ve nodroloji kliniZinde Uredi (Tab- 
lo 2). 

Kandidiri saptanan olgularin 248 (% 22.6)’inde bobrek yetmez- 
liZi, 164 (% 14,9)’tinde diyabetes mellitus, 796 (%72.6)’sinda 
idrar kateteri ve 510 (%46.5)’unda genis spektrumlu antibiyo- 
tik kullanimi! mevcuttu. Kandidiri icin risk faktorleri Tablo 3’de 
gosterilmistir. 


Tablo 1. idrar orneklerinden izole edilen maya tiirlerinin dagilimi 


Maya tirleri Sayl % 
C. albicans 553 50,5 
C. tropicalis 175 15,9 
C. glabrata 139 12,7 
C. parapsilosis 79 7 GP 
C. kefyr 64 5,8 
C. krusei 60 55 
C. lusitaniae 10 0,9 
Trichosporon spp. 6 0,5 
C. famata 3 0,3 
C. inconspicua 3 0,3 
C. dubliensis 1 0,1 
C. guillermondi 1 0,1 
C. pelliculosa 1 0,1 
C. utilis 1 0,1 
Toplam 1096 100,0 


Tablo 2. Orneklerin kliniklere ve soyutlanan Candida tiirlerine gore dagilimi 


gerlendirildi. Veriler SPSS 15.0 veri C.albicans  C. tropicalis CC. parapsilosis C. glabrata C.kefyr C.krusei Digerleri* 

analiz program ile analiz edildi. ne ne 7“ ul eae i 
Yogun Bakim 

Bulgular Anestezi (193) 101 (52.3) 58 (30.1) 8 (4.1) 8 (4.1) 8(4.1) 31.6) 7 (3.7) 

Degerlendirilen 109662 idrar kiiltii- Pediatri (39) 30(76.9) 1 (2.6) 1 (2.6) 2 (5.1) 1(2.6) - 4 (10.2) 

riintin 24364 (%22.2)'tinde treme ig hastaliklari (127) 73 (57.5) 15 (11.8) 13 (10.2) 15(11.8) 5(39) 3(2.4) 3 (2.4) 

saptandi, bunlarin 1096 (964.5)’sin- Noroloji (78) 47 (60.3) 10 (12.8) 9 (11.5) 8 (10.3) 3 (38)  1(1.3) 

da maya mantari izole edildi. Olgu- —_ Kalp Damar Cer (3) 133.3) 2 (66.7) : : 7 

larin 244 (%22.3)’ti toplum koken- Beyin Cerrahisi (9) 7 (77.8) - 1 (11.1) - 1(11.1)) - 

li, 852 (%77.7)’si hastane kokenli Koroner (19) 7 (36.8) 153) 2 (10.5) 6 (31.6) - 3 (15.8) 

idi. idrar kiiltdrlerinde maya manta- Bobrek nakli (7) 2 (28.6) 1 (14.3) - 3 (42.8) 1 (14.3) 

rt Greyen olgularin 459 (%41.9)’uer- —_Klinikler 

kek, 637 (%58.1)’si kadindi. Olgula- Genel Cerrahi (10) 5 (50) 3 (30) 2 (20) 2 

rin yas ortalamasi 55,91+27,16 ola- _Pediatri (84) 48 (57.1) 9 (10.7) 9 (10.7) 6 (7.1) 4(4.7) 6(7.1) 2 (2,6) 

rak bulundu. Calismamizda C. albi- ig hastaliklari (195) 87 (44.6) 28 (14.4) 8 (4.1) 36(18.5)  19(9.7) 14(7.2)  3(1.5) 

cans (%50.5), C. tropicalis (%15.9),  Enfeksiyon Hst (107) 48 (44.9) 13 (12.1) 10 (9.3) 22 (20.6)  6(5.6)  6(5.6) 2 (1.9) 

C. glabrata (%12.7), C. parapsilosis  Uroloji (139) 47 (33.8) 25 (18) 11 (7.9) 21 (15.1) 10(7.2) 20(14.4) 5 (3.6) 

(%7.2), C. kefyr (%5.8) ve C. krusei — Ortopedi (4) 2 (50) 1 (25) 1 (25) - - - - 

(%5.5), C. lusitaniae (%0.9), Trichos- —_ Néroloji (5) 2 (40) 3 (60) E 7 : : : 

poron spp. (%0.5), C. famata (%0.3), — Yenidogan (14) 7 (50) 5 (35.7) 1(7.1) 1@aAy -= : 

C. inconspicua (%0.3), C. dublinien- —_Acil Servis 

sis (%0.1), C. guilliermondii (%0.1), — Pediatri (24) 20 (83.3) 1 (4.2) 2 (8.3) 1(42) - é 

C. pelliculosa (%0.1) ve C. utilis — Eriskin (39) 19 (48.7) 5 (12.8) - 10(25.6) 2(5.1) 3(7.7) - 


(%0.1) izole edilen tiirler olarak sap- 
tandi (Tablo 1). 


sa, C. utilis 


* Digerleri: C. lusitaniae, Trichosporon spp., C. famata, C. inconspicua, C. dubliniensis, C. guilliermondii, C. pelliculo- 
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Tablo 3. Kandidiiri icin risk faktorleri 


Risk faktorleri Kandidiri (n) % 

Kadin cinsiyet 637 58.1 
Bobrek yetmezligi 248 22.6 
Diyabetes mellitus 164 14,9 
Yogun bakim tnitesi 475 43.3 
idrar kateteri 796 72.6 
Genis spektrumlu antibiyotik kullanimi 510 46.5 


Tartisma 

Hastanede yatan hastalarda Uriner sistemin fungal enfeksiyon- 
larin insidansi son 20 yilda belirgin sekilde artmistir [2,3]. idrar 
kulturlerinin %5-10’unda Candida tirlerinin Gredigi bildirilmistir 
[4,6-7]. Calismamizda da benzer sekilde 24.364 idrar kiiltirtintin 
%4.5’inde maya mantar! izole edilmistir. 

Literatiirde kadinlarda erkeklere gore daha yiksek oranlarda 
kandidiri goriildiigu bildirilmektedir [8-10]. Bizim ¢calismamiz- 
da da olgularin 637 (%58.1)’si kadin, 459 (%41.9)’u ise erkek- 
ti. Yogun bakim dniteleri gibi riskli hastalarin yattig! birimlerde 
kandidiri gériilme oranlari ise %19-44 arasinda degismektedir 
[6,7]. Kandidiri insidansindaki bu artisin en 6nemli nedenleri yo- 
gun bakim iinitelerinde daha komplike hastalarin yatmasi; fun- 
gal invazyonu kolaylastiran invazif girisimlerin sikga uygulan- 
masi; kortikosteroid, antineoplastik, immiinsitipresif ajanlar ve 
genis spektrumlu antibiyotiklerin uzun sireli kullanimi; 65 ya- 
sin uzerinde olma, diyabetes mellitus ve kronik b6brek yetmezli- 
gi gibi eslik eden metabolik hastaliklarin bulunmasidir [1,2,4,8]. 
Calismamizda kandidiiri saptanan olgularin 248 (% 22.6)’inde 
bobrek yetmezligi, 164 (% 14,9)’tinde diyabetes mellitus, 796 
(%72.6)’sinda idrar kateteri ve 510 (%46.5)’unda genis spekt- 
rumlu antibiyotik kullanimi mevcuttu. Yedi (% 0.6) olguya ise 
bobrek nakli uygulanmisti. 

Yapilan epidemiyolojik calismalarda C. albicans, kandidirilerin 
%50’sinden sorumlu bulunmustur. Diger etkenler arasinda C. 
glabrata ve C. tropicalis, C. parapsilosis, C krusei yer almaktadir 
[5,9]. Da Silva ve arkadaslari [11] idrar orneklerinden izole ettik- 
leri Candida suslarini sirasiyla C. albicans, C. tropicalis, C. glab- 
rata ve C. parapsilosis olarak tanimlamislardir. Jain ve arkadas- 
lar! [12], 55 hastanin idrar 6rneginden izole ettikleri 67 Candi- 
da susunu siklik sirasina gore C. albicans, C. glabrata ve C. tro- 
picalis olarak bildirmislerdir. Ulkemizde ise Atalay ve arkadasla- 
rt [13], idrardan izole ettikleri Candida suslarinin %30’unu C. al- 
bicans ve C. glabrata, %23’tinU C. tropicalis olarak tanimlamis- 
lardir. Yksekkaya ve arkadaslar! [14] yogun bakim Unitesinde 
yatan hastalarin idrarlarindan en sik C. albicans, ikinci ve Ugiin- 
cii siklikta ise sirasiyla C. glabrata ve C. tropicalis Uredigini sap- 
tamislardir. Kaya ve arkadaslari [15], kandidiri etkeni olarak en 
sik C. albicans, sonra C. glabrata ve C. kefyr’i saptamislardir. Ya- 
zarlar tedaviyi yénlendirmesi acisindan Uretilen maya kolonile- 
rinin tir tayininin yapilmasini 6nermislerdir. Calismamizda lite- 
ratiirle uyumlu olarak C. albicans, C. tropicalis ve C. glabrata si- 
rastyla %50.5, %16.0, %12.7 oraninda saptandi. En sik Ureyen 
maya tur yogun bakim initeleri, genel cerrahi, pediatri, i¢ has- 
taliklari, enfeksiyon hastaliklari ve tiroloji kliniklerinde C. albi- 
cans; bébrek nakli biriminde C. kefyr, kalp damar cerrahisi yo- 
gun bakim tnitesi ve néroloji kliniginde C. tropicalis olarak belir- 
lendi. Bunun sebebinin bébrek nakli ve kalp damar cerrahisi yo- 
gun bakim iinitesinde yatan hasta sayilarinin ve gonderilen 6r- 


neklerin géreceli olarak az olmasindan kaynaklanabilecegi dii- 
sUniilmektedir. 

Sonug olarak, ¢alismamizda idrar 6rneklerinde en sik izole edilen 
maya tirii C. albicans’tir. Kandidalarin neden oldugu USE’lerin 
uygun tedavisi icin etkenlerin tur tanimlanmasinin yapilmasi ge- 
rekmektedir. Ozellikle yoSun bakim tinitelerinde yatan hastalar- 
da kandidiiri sikliginin yiksek oldugu akilda tutulmal! ve bu has- 
talar yakindan izlenmelidir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Amac: Onlenebilir zeka geriliginin en sik nedeni olan iyot eksikligi diinyada ve 
iilkemizde hala 6nemli bir problem olarak yerini korumaktadir. ilkokul cag ¢o- 
cuklarinda hafif ve orta diizeyde iyot eksikligi saptanir ve tedavi edilirse bilis- 
sel ve motor islevlerin dizeldigi bilinmektedir. Biz bu calismada endemik gu- 
atr bélgesi olan ilimizde idrar iyot seviyesi dlctimti ile iyot eksiklik diizeyini 
arastirdik. Calismamizda 7-12 yas arasi okul cag! cocuklarinin idrar iyot atili- 
mi belirlenerek iyot diizeyleri inceledik, eksiklik saptanan cocuklarda ileri tet- 
kik ve tedavi ile zeka geriligZinin 6nlenmesini amacladik. Gere¢ ve Yontem: Is- 
parta ilinde Milli Egitim Bakanligina bagli bes ilkokul ve bes ortaokul olmak 
iizere toplam on okuldan, 7-12 yas arasi, toplam 400 cocuk calismaya alindi. 
Cocuklarin spot idrar 6rnekleri alinarak Sandell-Kolthoff reaksiyonu ile spekt- 
rofotometrik olarak iyot dizeyleri dlciildii. Ayrica iyotlu tuz ve hazir su kulla- 
nim durumu sorgulandi. Verilerin istatistiksel analizi SPSS 20.0 versiyonu kul- 
lanilarak yapildi. Bulgular: Cocuklarin %56,7’si erkek, %43.3’Ui kizdi. Ortalama 
yas 8,7+1,2 yil, ortalama boy 131,8+10,7 cm, ortalama agirlik 29,7+7,2 kg 
idi. Cocuklarin %63,7’sinde (254) iyot eksikligi saptandi ve bunlarin biiytik ¢o- 
Bunlugunda (%81,7) hafif derecede iyot eksikligi mevcuttu. lyot eksikligi sap- 
tananlarin %57,4’U kiz, %42,6’s1 erkekti ve %85’i iyotlu tuz, %15’i iyotsuz tuz 
kullanmakta idi. Isparta ilinde ortalama iyot diizeyi 107,8+78,1 pg/L idi. Idrar 
iyot dtizeyi diistik olan cocuklarda antropometrik olciimler anlamli olarak di- 
suktil. Tartisma: Calismamizda saptadigimiz bulgulara ve 6nceki calismalar- 
la karsilastirarak elde ettigimiz sonuclara dayanarak Isparta ilinde iyotlu tuz 
tiiketimimin son yillarda arttigini ve iyot beslenmesinin yeterli diizeyde oldu- 
Sunu tespit ettik. 


Anahtar Kelimeler 
Cocukluk Cag; lyot; idrar; Biyiime GeriliZi; Isparta 


Abstract 

Aim: lodine deficiency is the most common cause of preventable mental re- 
tardation in the world and in our country still remains in place as a major 
problem. If the primary school-age children in the mild to moderate iodine 
deficiency is detected and treated are known to improve cognitive and motor 
function. The aim of this study was to determine the status of iodine defi- 
ciency in school children at Isparta province. Material and Method: The study 
enrolled a total of 400 students aged 7-12 without chronic disease. Chil- 
dren’s anthropometric measurements, salt and drinking water preferences 
were recorded. Urinary iodine levels, was measured by spectrophotometry 
with Sandell-Kolthoff reaction. Results: The 56.7% of the children were male 
and 43.3% female. The mean age was 8.7 + 1.2 years, mean height 131.8 + 
10.7 cm and the mean weight was 29.7 + 7.2 kg. Children in 63.7% (254) had 
iodine deficiency and the majority of them (81.7%) had mild iodine deficiency. 
57.4% of children with iodine deficiency were female and 42.6% male. 85% 
of these children was using iodized salt, 15% of non-iodised salt. The mean 
urinary iodine level of 400 children was 107,8+78,1pg/L. Anthropometric 
measurements in children with urinary iodine levels were significantly lower. 
Discussion: In our study we determined mild iodine deficiency in primary 
scholl age children in Isparta and we have found a statistically significant 
growth retardation in children with iodine deficiency. 
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Giris 

Bugiin diinyada yaklasik 2.2 milyar kisi iyot eksikliZi olan bolge- 
lerde yasamakta ve iyot eksikliginin komplikasyonlari agisindan 
risk altinda bulunmaktadir [1]. lyot eksikliZi 6nlenebilir zeka ge- 
riliginin en sik nedenidir [2]. Beyin hasari agisindan en cok etki- 
lenilen donemler gebelik, fetal ve erken postnatal d6nem olmak- 
la birlikte iyot eksikligi her yastaki bireyi etkilemekte ve guattr ile 
karsimiza cikmaktadir. lyot eksikli8i embriyonal donemde bas- 
larsa; sagirlik, dilsizlik, spastik dipleji, sasilik, air norolojik defi- 
sit (ndrolojik kretenizm), ciicelik, psikomotor gerilik, oli dogum 
ve zeka geriligi gibi saglik sorunlarina neden olmaktadir [3]. 
iyot baslica toprakta olmak tizere su ve havada bulunan bir eser 
elementtir. GUnluk iyot gereksiniminin %90'1 gidalardan, %10’u 
igme suyundan saglanir. Saglikli insanda gidalardaki iyodun 
yaklasik %90'1 emilmektedir [2]. Emilim mide ve bagirsaklarda 
olur ve yaklasik bir saatte tamamlanir. Ginliik iyot gereksini- 
mi yasa, fizyolojik gereksinime ve bazi hastaliklara gore fark- 
lilik gosterir. Eriskinlerde en az 1pg/kg/giin iyot alinmasi gere- 
kirken, gebelik ve yenidogan déneminde gereksinim daha fazla- 
dir. Diinya Saglik Orgiitii (DSO) verilerine gore degisik yas grup- 
lari igin diyetle alinmasi Onerilen iyot miktarlari Tablo 1’de gés- 
terilmistir. 


Tablo 1. Yasa gére alinmasi onerilen iyot miktarlari 


Yas grubu Diyetle alinmasi gereken iyot miktari (ug/giin) 
0-5 yas 90 

6-12 yas 120 

>12 yas 150 

Gebelik 250 

Emzirme dénemi 250 


iyot eksikliSi halen gelismekte olan iilkeler icin cok 6nemli bir 
halk sagligi sorunu olmaya devam etmekte ve cesitli yas grup- 
larina gore farkli nedenlerle ortaya cikabilmektedir. lyot eksikli- 
gine neden olabilen bu faktérler Tablo 2’te gosterilmistir. 


Tablo 2. iyot eksikliZine neden olabilen faktorler 


Diyette iyot eksikligi 

Bagirsaklardan yetersiz iyot emilimi 
Malniitrisyon 

Malabsorbsiyon 

Fekal ve tiriner inorganik iyot kaybinin artmasi 
Laktasyon 

Gebelik 

Viicudun tiroid hormonlarina veya iyoda gereksinimin artmasi 
Antitiroid ilaglarla uzun siireli tedavi 

iyot kaybinin artmasi 

Asiri terleme 


iyot tiroid hormon sentezi icin cok 6nemlidir. Her yastaki bire- 
yi etkileyebilen iyot eksikligi klinikte guatr tablosu ile karsimiza 
cikmakta ve toplum sagligi agisindan tlkemizde halen 6nemli bir 
sorun teskil etmektedir. EZer toplumda diyetle iyot alimi yeter- 
siz ve buna bagli olarak idrarda iyot atilimi diisuk saptaniyorsa 
iyot profilaksisinin uygulanmasi gerekmektedir [4]. 

Gunlik alinan iyodun yaklasik %85-90'1 idrar ile atilmaktadir. Bu 
nedenle idrar iyot diizeyi o bolgedeki iyot durumunu yansitan 
onemli bir kriterdir [5]. Okul gocuklarinda spot idrarda iyot 6l- 
cimtnde; 10yg/dl’nin altindaki degerler iyot aliminda yetersiz- 
ligin gostergesidir. Yenidogan bebeklerde 5. gtinden itibaren id- 
rar iyodu dlcilebilir ve 5ug/dl’nin Uzerindeki degerler normaldir. 


iyot eksikliZinin prevalansi ve agirligini saptamada en uygun ve 
giivenilir yontem idrar iyot diizeyi dlciimiidiir. idrar iyot dizeyi 
ve iyot alimi arasindaki iliski tablo-3’te gdésterilmektedir. 


Tablo 3. lyot beslenmesi géstergesi olarak idrar iyot konsantrasyonu 


Median idrar iyodu (g/dL) iyot durumu 

<20 Agir iyot eksikligi 

20-49 Orta iyot eksikligi 

50-99 Hafif iyot eksikligi 

100-199 Optimal 

200-299 iyotla indiiklenmis hipertiroidizm riski 
300 Yan etki riski 


Viicutta endokrin bezler iginde hormon sentezi icin iyoda ge- 
reksinimi olan tek endokrin bez tiroiddir ve tiroid bezi iyot me- 
tabolizmasinda dnemli rol oynar. iyot eksikliginin tiroid islev ve 
hacmini etkiledigi bilinmektedir. Endemik guatr, epidemiyolojik 
acidan, tiroid hiperplazisinin belli bir cografi bolgede yogunlas- 
masidir. Herhangi bir yerlesme bélgesinde, gocuk yas grubunun 
(5-12 yas) yiizde besinde tiroid buyuklugii (guatr) varsa ende- 
mi s6z konusudur [6]. Guatr, iyot eksikligi disinda birgok ¢evre- 
sel ve nutrisyonel faktorlerin etkisiyle ortaya ¢ikabilmekle birlik- 
te iyot eksikligi en Gnemli sebeptir ve diger faktorlerin guatro- 
jenik etkileri iyot eksikligi zemininde belirginlesmektedir [7]. Is- 
parta ve cevresinin endemik guatr bélgesi oldugu bilinmekte ve 
bu durumun bélgenin cografi yapisinin, basit guatr olusmasinda 
en 6nemli etyolojik faktér olan iyot eksikligine yol agmasindan 
kaynaklandigi tahmin edilmektedir. 

ikokul cagi cocuklarinda hafif ve orta diizeydeki iyot eksikligi 
tedavi edilirse bilissel ve motor islevlerin dizeldigi belirtilmek- 
tedir. Bu amacla bolgemizde ogrenim goren ilkogretim ¢aginda- 
ki gocuklarin iyot eksikligi prevalansini incelemek amaciyla bes 
ilkokul ve bes ortaokulda, 7-12 yaslarindaki, 400 6grencide bir 
tarama calismasi ger¢eklestirdik. 


Gere¢ ve Y6ntem 

Calismaya Isparta ilinde, sosyoekonomik acidan farkli mahalle- 
lerden secilen, 5 ilkokul ve 5 ortaokuldan, her ilkokuldan rastge- 
le secilen 7-10 yas aras! 40 6grenci (toplam:200), her ortaokul- 
dan 11-12 yas arasi rastgele secilen 20 (toplam:200) cocuk ol- 
mak izere toplam 400 6grenci alindi. Tarama icin il Milli Egitim 
Miidiirligiinden ve il Saglik Miidiirlgiinden gerekli izinler alindi. 
Okullardaki tim velilere taramamizin amacini ile igme suyu ter- 
cihi ve ailelerin tuz tercihi (iyotlu, iyotsuz) sorularini igeren bir 
anket gonderildi ve yazili izinlerini alindi. Cocuklarin boy ve kilo 
olcumleri kaydedildi. Taramaya katilmay! kabul etmeyen velile- 
rin cocuklari galismadan cikarildi. 

Ogrencilerden kapali plastik kaplara, hijyenik kosullarda, sabah 
ilk idrar 6rnekleri alindi. Bu 6rneklerin Sml’lik kismi deiyodini- 
ze test tuplerine ayrilip parafinle kapatildiktan sonra isik gecir- 
mez kaplara konularak ayni giin derin dondurucuda dondurula- 
rak iyot olctimiine kadar -18 Co’de saklandi. idrar ornekleri daha 
sonra Ankara BioLab Laboratuarlarinda Sandell-Kolthoff reak- 
siyonu ile spektrofotometrik olarak iyot diizeyi yoniinden ince- 
lendi. Ogrencilerin boy ve kilo dlciimleri kaydedildi. 

Calismada elde edilen bulgular degerlendirilirken, istatistiksel 
analizler igin SPSS 20.0 program: (SPSS/Window version 20.0, 
Chicago, IL, USA) kullanildi. Verilerin istatistiksel degerlendiril- 
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mesinde; ortalama, medyan ve standart derivasyon ile x2 testi, 
ortalamalar arasindaki farkin belirlenmesinde parametrik test 
olan student t testi uygulandi. P < 0.05 anlamli olarak kabul 
edildi. 


Bulgular 

Calismaya 227 erkek (% 56,7) ve 173 kiz (% 43,3) olmak iize- 
re toplam 400 6grenci alindi. Cocuklarin yaslari 7 ila 12 yil ara- 
sinda idi ve ortalama yas 8,7+1,2 yil idi. Cocuklarin yas ve cinsi- 
yet dagilimi Tablo 8’de gosterildi. Ortalama boy 131,8+10,7 cm, 
ortalama agirlik 29,7+7,2 kg, ortalama viicut kitle indeksi (VKi) 
16,9+2,6 kg/m? idi. 

Alinan idrar orneklerinde iyot dizeyi minimum 18,9 pg/L, mak- 
simum 657 ug/L, ortalama idrar iyot diizeyi 107,8+78,1 pg/L 
idi. idrar iyot diizeyleri ciddi eksik (<20 pg/L), orta derecede ek- 
sik (20-49 pg/L), hafif derecede eksik (50-99 pg/L), yeterli iyot 
dizeyi (>100 pg/L), fazla iyot diizeyi (>200 pg/L) olarak dere- 
celendirildi. 

Cocuklarin 254‘tinde (% 63,7) iyot eksikliZi saptandi (Tablo 9). 
iyot eksikliZi saptananlarin %57,4’ti kiz, %42,6’s1 erkekti (Sekil 
10). lyot beslenmesi durumunun bir géstergesi olarak idrar iyot 
atilimini inceleyen calismamizda %0,7 ciddi eksiklik, %11 orta 
derecede iyot eksikligi, %52 hafif iyot eksikligi, %28,3 yeterli 
iyot dizeyi, %8 fazla iyot diizeyi saptandi (Sekil 1). 


Sekil 1. idrar iyot diizeyi dagilimi 


® Ciddi iyot eksikligi 
® Orta iyot eksikligi 
@ Hafif iyot eksikligi 


® Yeterli iyot diizeyi 


© Fazla iyot diizeyi 


Anket sonuclarina gore cocuklarin 324 tanesi (%81) iyotlu tuz, 
76's! (%19) iyotsuz tuz tiiketmekteydi. lyot eksikliSi saptanan 
hastalarin 215’i (%85) iyotlu tuz, 39’u (%15) iyotsuz tuz kullan- 
maktaydi. 

iyotlu tuz kullananlarin; %1 ,2’sinde ciddi iyot eksikliZi, %10,8’inde 
orta iyot eksikliZi, %53,7’sinde hafif iyot eksikligi, %25,9’unda 
yeterli iyot diizeyi, %8,4’tinde fazla iyot diizeyi saptandi. lyotsuz 
tuz kullananlarin; %11,5’inde orta iyot eksikligi, %43,5’inde ha- 
fif iyot eksikligi, %39,1’inde yeterli iyot diizeyi, %5,9’unda fazla 
iyot diizeyi saptandi (Sekil 2). 

iyotlu tuz kullanan cocuklarin sayisi 324, ortalama yas! 8,7+1,2 
yil, ortalama agirlig 29,7+7,2 kg, ortalama boyu 131,9+10,9 
cm, ortalama VKi 17,2+2,9 kg/m? ve ortalama idrar iyot diizeyi 
122,8+83,3 ug/L idi. lyotsuz tuz kullanan gruptaki cocuklarin sa- 
yis! 76, ortalama yas! 8,6+1,1 yil, ortalama kilosu 29,8+7,3 kg, 
ortalama boyu 131,1+9,9 cm, ortalama VKi 17,3+2,4 kg/m? ve 
ortalama idrar iyot diizeyi 106,1+83,3 ug/L idi. lyotlu tuz kulla- 
nan ve iyotsuz tuz kullanan cocuklarin yas, kilo, boy, VKi ve idrar 
iyot dizeyleri arasinda istatistiksel olarak anlamli farklilik sap- 


Sekil 2. Tuz secimine gore gore idrar iyot duzeyi 


60 


sq 7— 
%39,1 


®\yotlu tuz 
®i\yotsuz tuz 


9610,8 %11,5 
10,8 aa 


10 5 %5,9 
s fe 
> -—_ 


Ciddiiyot Orta iyot Haifif iyot Yeterliiyot Fazla iyot 
eksikligi eksikligi eksikligi dilzeyi dizeyi 


Yiizde 


idrar iyot diizeyi (ug/L) 


tanmadi. Bu iki grubun demografik 6zelliklerinin ve idrar iyot du- 
zeyinin karsilastirmasi Tablo 4’de gosterilmektedir. 

igme suyu olarak, calismadaki cocuklarin 147’si (%37) hazir su, 
247’si (%62) sebeke suyu ve 6’s! (%1) kaynak suyu kullaniyordu. 


Tablo 4. iyotlu tuz kullanan ve iyotsuz tuz kullanan grubun demografik dzellik- 
lerinin karsilastirmasi 


iyotlu tuz iyotsuz tuz p 
kullanan grup kullanan grup 
Say! 324 76 
Yas (Yil) 8,741,2 8,6+1,1 0,880 
Viicut Agirligi (kg) 29,747,2 29,8+7,3 0,983 
Boy (cm) 131,9+10,9 131,129,9 0,602 
VKi (kg/m?) 17,242,9 17,342,4 0,645 
idrar iyot diizeyi(ug/L) 122,9+83,8 106,13+48,7 0,168 
Sekil 3. icme suyu tercihine gére idrar iyot diizeyi 
60 
| %51,4 
50 ] 
4 
maT %33,4 
30 +— —— ‘630 - ®Sebeke suyu 
%16,6 21 ® Hazir su 
20 5 %15,4~ 7 * Kaynak suyu 
“8 %11,4 

8 40)! oS 7 xe = 
3 | %1,1 
> 0 = _ _ 


Ciddiiyot Orta iyot Haifif iyot Yeterliiyot Fazla iyot 
eksiklipi eksikligi eksikligi diizeyi dizeyi 


Idrar iyot diizeyi (g/L) 


Sebeke suyu_ kullananlarin; %1,1’inde ciddi iyot eksikli- 
gi, %8,9’unda orta iyot eksikligi, %52’sinde hafif iyot eksikli- 
gi, %30’unda yeterli iyot dizeyi, %8’inde fazla iyot diizeyi sap- 
tandi. Hazir su kullananlarin; %15,4’inde orta iyot eksikligi, 
%51,4’uinde hafif iyot eksikligi, %21,8’inde yeterli iyot dlizeyi, 
%11,4’inde asiri iyot duzeyi saptandi. Kaynak suyu kullananla- 
rin; %16,6’sinda orta iyot eksikligi, %50’sinde hafif iyot eksikli- 
8i, %33,3’lnde yeterli iyot diizeyi saptandi (Sekil 3). 

idrar iyotu eksik (<100 pg/L) olan gruptaki cocuklarin toplam 
sayisi 254, ortalama yas 8,7+1,1 yil, ortalama VKi 16,7+2,6 kg/ 
m? ve ortalama idrar iyot diizeyi 68,4+17,5 ug/L idi. idrar iyotu 
yeterli (>100 pg/L) olan gruptaki cocuklarin toplam sayisi 146, 
ortalama yas 8,8+1,3, ortalama VKi 17,1+2,6 kg/m? ve ortala- 
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ma idrar iyot diizeyi 168,4+82,2 pg/L idi. 

idrar iyot diizeyi eksik olan grubun ortalama boyu 130,3+10,9 
cm, idrar iyot duzeyi yeterli olan grubun ortalama boyu 
133,2+10,4 cm idi ve istatistiksel olarak anlamli idi (p=0,029). 
idrar iyot diizeyi disk olan grubun ortalama viicut agirli- 
81 28,6+7,2 kg, idrar iyot diizeyi yeterli olan grubun ortalama 
vicut agirlig! 30,8+7,2 kg idi ve istatistiksel olarak anlamli idi 
(p=0.017). Bu iki grubun demografik ve idrar iyot diizeylerinin 
karsilastirmasi Tablo 5’te gosterilmektedir. 


Tablo 5. iyot diizeyi diisiik ve yeterli olan grubun demografik ézelliklerinin ve id- 
rar iyot diizeylerinin karsilastirilmasi 


iyot diizeyi diisik — lyot diizeyi yeterli ~~ p 


(< 100 pg/L) (> 100 pg/L) 
Say! 254 146 
Yas (Yil) 8,7+1,1 8,8+1,3 0,051 
Agirlik (kg) 28,647,2 30,8+7,2 0,017 
Boy (cm) 130,8+12,4 133,2410,4 0,029 
VKi (kg/m?) 16,7+2,6 17,142,6 0,561 
idrar iyot diizeyi (ug/L) 68,4417,5 168,4+82,2 0,000 


Tartisma 

iyot normal biiyiime ve gelismede 6nemli role sahip olan esan- 
siyel bir mikrobesindir. lyot eksikliZinde temel yaklasim kisile- 
rin gunluk iyot alimini artirmak amaci ile sik yenen besinlerin 
iyotla zenginlestirilmesine dayanmaktadir. Bu amagla Ulkemiz- 
de ve diinyada en sik kullanilan yontem tuzun iyotlanmasidir [8]. 
Ulkemizde 1994 yilinda “iyot yetersizligi hastaliklar! ve tuzun 
iyotlanmasi program.” baslatilmis ve 9 Temmuz 1998 tarih ve 
23397 sayili Resmi Gazete ile sofra tuzlarinin iyotlu olarak Ure- 
tilmesi zorunlu hale getirilmistir. 

GUnimize kadar Tiirkiye’nin iyot durumunu tam olarak yansitan 
bir harita cikarilmamis olsa da, bu konuda ulkenin cesitli kesim- 
lerinde cok sayida calismalar yapilmistir. Bununla birlikte iyot 
eksikliZi prevalansini saptamada en uygun ve en giivenilir y6n- 
tem idrar iyot diizeyi 6lcimudir. Biz de bundan yola ¢ikarak en- 
demik guatr bélgesi olan ilimizde iyot eksikligi ve iyotlu tuz ti- 
ketimini degerlendirmek igin bir okul taramasi yaptik. 
Ermenistan, Tebaida ve Caimo’da merkez ve kirsalda okul ¢o- 
cuklarindan 444 idrar numunesi alinarak yapilan calismada kiz- 
lar ve erkekler arasinda anlamli fark bulunamamistir. Bu ¢alis- 
mada sirasiyla %11 ve %18 oraninda iyot eksikligi saptanmis- 
tir. Bu galismada ekonomik dizeyi iyi olmayanlarda iyot eksikli- 
ginin anlamli olarak daha yiiksek oranda oldugu da goésterilmis- 
tir [9]. Bizim calismamizda kizlarda iyot eksikliginin daha yiksek 
oranda saptanmas! ise kizlarin ergenlige daha erken girmesine 
bagli olarak iyot gereksiniminin daha erken yaslarda artmasi ile 
ilgili olarak yorumlanmistir. 

Zimmermann MB ve ark. ¢alismalarinda iyotun dolasimda IGF-1 
ve IGFBP-1’i artirmak yoluyla biyime ve gelisme Uzerinde etki- 
li oldugunu ve iyot eksikligi durumunun biiyiime tzerine olumsuz 
etki edecegini gostermislerdir [10]. Bizim ¢alismamizda da iyot 
eksikligi olan grupta boy ve viicut agirligi anlamli olarak diistik 
tespit edilmistir. 

GUnimize kadar Tiirkiye’nin iyot durumunu tam olarak yansitan 
bir harita cikarilmamis olsa da, bu konuda ulkenin cesitli kesim- 
lerinde ¢ok sayida calismalar yapilmistir. Bununla birlikte iyot 
eksikligZi sikligin! saptamada en uygun ve gtivenilir yontem id- 


rar iyot diizeyi 6lgimidir. Bizim galismamizda da endemik gu- 
atr bélgesi olan ilimizde iyot eksikliZi ve iyotlu tuz tuketimini de- 
gerlendirmek icin bir okul taramasi yapilmistir. 

Eser S. ve ark. 1950’li yillarda 30.000 kisilik toplu guatr tarama- 
sinda; Karadeniz bélgesi, Ic Anadolu ve Bati Anadolu’nun ic bdl- 
gelerinde 6nemli élgiide guatr bulundugu ve ilkemizin endemik 
guatr kusaginda oldugu belirtilmistir [11]. 

Sonraki yillarda Kologlu S. tarafindan Ulke genelinde yapilan ¢a- 
lismalarda endemik bélgelerde toprak, su ve besin maddelerin- 
de iyodun yetersiz oldugu, bu bolgeden gelen hastalarda idrar 
iyot dizeyinin diistk ve tiroid bezinde iyodu tutmasinin asiri ol- 
dugu bildirilmistir. 1980-87 yillari arasinda Hatemi H ve ark. ta- 
rafindan tim Tirkiye’yi kapsayan 73.757 kisinin boyun palpas- 
yonu ile taranmasi sonucu guatr sikligi %30,5 olarak saptan- 
mistir. Bolgeler arasinda Karadeniz bélgesinde guatrin en sik, 
Marmara bdlgesinde en az oldugu gortilmiistir [12] . Bizim ¢a- 
lismamizda idrar iyot dizeyi dlgimiu ile iyot eksikligi taranmis, 
tiroid fonksiyonlari ve guatr degerlendirilmemistir. Bir sonraki 
calismada iyot eksikligi saptanan cocuklarda guatr sikliginin de- 
gerlendirilmesi planladik. 

istanbul’da 1997 yilinda, 3-12 yas arasi Asya ve Avrupa yaka- 
si yuva ve okul cocuklartyla yapilan bir calismada %14,3 oranin- 
da guatra rastlanmis, spot idrar iyot konsantrasyonunun orta- 
lama 227,8 + 102,7 ug/L bulunmus, %5,6 vakada hafif iyot ek- 
sikliZi (50-100 pg/L), %4,5’inde ise orta - agir (<50 pg/L) iyot 
eksikliZi saptandigi belirtilmistir. Bu galismada Asya yakasinda 
oturanlarda idrar iyot diizeyi Avrupa yakasindakilerden anlam- 
l1 derecede diistik bulunmustur. istanbul’da 1998 yilinda, 13-18 
yas aras! 452 cocugu kapsayan baska bir calismada guatr sik- 
liZ1 %40, 278 yiiksekokul 6grencisinde %39 olarak saptanmis 
ve idrar iyotu vakalarin yaklasik %20’sinde eksik bulunmustur. 
Giir E. ve ark. 1999 yilinda istanbul’da yaptigi taramada 6g- 
rencilerin %46,2’sinde idrar iyotu <100 pg//L iken, 2003 yilin- 
da yine istanbul’da Barutcugil ve arkadaslarinin taramasinda bu 
degerin %17,8’e gerilemesi 1999 yilinda zorunlu iyotlu tuz tiike- 
timi ile iliskilendirilmistir [13]. Ancak Kurtoglu S. ve arkadaslari- 
nin calismasinda Kayseri’de iyotlu tuz profilaksisine ragmen ge- 
belerde ve bebeklerinde iyot eksikligi saptanmistir [14]. 
Bastemir M. ve ark. Dofu Karadeniz bélgesi ve ic Anadolu bél- 
gesinden toplam 1733 adolesani dahil ettikleri ¢alismalarinda, 
ortalama idrar iyot dizeyi sirasiyla 139 pg//L ve 61 pg//L ol- 
cilmus ve iki bélgenin ortalama idrar iyot dizeyi arasinda an- 
lamli fark saptanmistir [15]. Kutlu R. ve ark. Konya’da 178 okul- 
dan, 10-18 yas arasi 1847 Ogrenciyi igeren ¢alismasinda orta- 
lama idrar iyot dizeyi 198+46,61 ug//L saptanmistir [16]. Dar- 
can S. ve ark. Ege bélgesinden, 6-12 yas arasi cocuklarda yap- 
tig! calismada ortalama idrar iyot dizeyi 53 pg//L iken, Budak 
N. ve ark. calismasinda ise ortalama idrar iyot dizeyi 25,5+17,2 
ug//L olarak bildirilmistir [17]. Callsmamizda ise ortalama idrar 
iyot diizeyi 107,8 pg /L saptanmistir. 

Erdogan G. ve ark. 1997 yilinda, iyot profilaksisi 6ncesinde, 
Isparta’da 5-12 yas cocuklarda yaptigi calismada ortalama id- 
rar iyot dizeyi 28 pg/L saptanmistir. Benzer sekilde Isparta’da 
Cetin H. ve ark. 2006 yilinda, 6-11 yas arasindaki 500 ¢ocu- 
gu iceren calismasinin sonuclari incelenecek olursa ortalama id- 
rar iyot diizeyi 70 pg/L saptanmis ve ¢alismaya alinan cocukla- 
rin %72’sinde iyot eksikligi tespit edilmistir [18]. Bu ¢alisma- 
da Isparta ilimli iyot eksikligi bélgesi olarak degerlendirilmis- 
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tir. Bolgede onceki yillarda yapilan bu ¢alismalarla kiyaslandi- 
ginda bizim calismamizda ortalama idrar iyot dizeyinin 107,8 
ug/L saptanmasi ve ogrencilerin % 63,7’sinde idrarda iyot ek- 
sikliZi saptanmasi, bolgemizde okul ¢agi ¢ocuklarinda iyot bes- 
lenmelerinin son yillarda arttigini ve idrar iyot duzeyinin yiiksel- 
digini gostermektedir ancak 10 yillik sure¢te iyot eksikligi duru- 
munda %72’den %63,7’ye gerileme olmasi elde edilen iyilesme- 
nin yeterli olmadigini distindirmisttr. 

Egri M. ve ark. endemik guatr bélgesi olan Malatya’da 7-11 yas 
arasi, 568 okul ¢ocugunda yaptiklari calismalarinda ortalama 
idrar iyot diizeyini 66 pg/L olarak tespit etmisler [19]. Ozkan B. 
ve ark. calismasinda %47,6 cocukta guatr saptanmis ve ortala- 
ma tiroid hacimleri arasinda cinsiyete gore anlamli farklilik sap- 
tanmamistir [20]. Calismada ortalama idrar iyot diizeyi guatri 
olan grupta 20 pg/L, guatr olmayan grupta ise 50 pg/L olarak 
saptanmis ve bu durum istatistiksel olarak anlamli bulunmustur. 
Akpinar D. ve ark. 13-18 yas arasi, 452 6grenciyi i¢eren, ¢alis- 
malarinda kizlarda guatr prevalansi anlamli yliksek saptanmis, 
ogrencilerin %2,9’unda nodiler guatr tespit edilmis ve 6grenci- 
lerin %20’sinde iyot duzeyi <100 pg/L olarak dl¢iilmiistiir. Calis- 
mada iIstanbul’un iyot eksikligi olmayan ancak guatr icin ende- 
mik bir bélge oldugu sonucu ¢ikarilmistir [21]. 

Tirkiye’nin 7 farkli bolgesinde, 24 sehirden, 30 farkli okuldan, 
toplam 900 6grenci ile yapilan, 510 6grencinin sehirde, 390 6g- 
rencinin kirsal kesimde yasadigi, bir calismada ortalama idrar 
iyotu bizim ¢alismamiza yakin olarak 107 pg/L olarak bulunmus- 
tur. Idrar iyot diizeyi 6frencilerin 65’inde <20 ug/L, 185’inde 20- 
49 ug/L arasi, 173’inde 50-99 ug/L, 383’tinde 100-299 pg/L, 
94 tanesinde ise >300 pg/L olarak sonuclanmistir [22]. 

Sonug olarak Isparta ilinde okul ¢agi cocuklarinda hafif diizey- 
de iyot eksikligi saptanmistir. Calismamizda tespit edilen orta- 
lama idrar iyot duzeyi bolgemizde yapilan daha onceki ¢alisma- 
larla karsilastirildiginda Isparta ili okul ¢agi cocuklarinin iyot ali- 
minin arttigi gésterilmistir. Son 10-15 yil igerisinde iyot profi- 
laksisi programinda onemli ilerleme saglanmistir ancak bdlge- 
de yapilan son taramanin Uzerinden gecen 10 yillik suregte iyot 
eksikliginin %72’den %63,7’ye gerilemesi yeterli olmayip, bulun- 
dugumuz cografyada iyot eksikliginin hala devam ettigini ve sti- 
rekliligin saglanmasi acisindan profilaksinin devami son dere- 
cede 6nemli oldugunu géstermektedir. Bu amacla her 5 yilda bir 
bodlgede idrar iyot miktari dlculmeli ve eksikligi durumunda 6n- 
lemler alinmalidir. 


Cikar Cakismasi ve Finansman Beyani 
Bu galismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Pulmoner atrezi ve ventrikiler septal defekt (PA-VSD) konjenital kalp hastaliginin 
nadir goriilen bir formudur. Pulmoner arterlere kan akisi patent duktus arterious 
veya major aorto-pulmoner kollateral arterler (MAPCAs)'le saglanir. Burada eforla 
artan nefes darligi ve senkop nedeniyle klinigimize refere edilen otuz alti yasinda 
Suriyeli savas magduru bir kadin hasta sunulmaktadir. Sorgulandiginda cocuklu- 
gundan beri bu sikayetlerinin varligini, kardiyak kateterizasyon ve ameliyat gerek- 
tiren bir hastaliginin oldugunu ancak bu islemleri kabul etmedigini belirtti. Ekokar- 
diyografi ve bilgisayarli tomografi anjiografide pulmoner atrezi ve ventrikiller sep- 
tal defet saptandi. Pulmoner arterlere kan akisinin aortopulmoner kollateral arter- 
lerce saglandigi gozlendi. Pulmoner atrezili hastalarin cogunlugu ameliyat olma- 
dan otuz yasini gec¢ememektedir. Burada sunulan olgu cerrahi islem olmadan otuz 
yildan fazla yasayan nadir olgulardan biridir. 


Anahtar Kelimeler 
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Abstract 

Pulmonary atresia with ventricular septal defect (PA-VSD) is a rare form of con- 
genital heart disease. The blood supply to the pulmonary arteries is provided by 
a patent arterial duct or by major aorto-pulmonary collateral arteries (MAPCAs). 
Here we present a thirty six years old Syrian war victim who was referred to our 
clinic with complaints of dyspnea on exertion and syncope. When questioned 
she admitted that she was having these complaints since her childhood and had 
a disease that she was offered cardiac catheterization and operation which she 
refused. Echocardiographic and computed tomography angiography findings 
revelaed pulmonary atresia with ventricular septal defect and aortopulmonary 
collateral arteries provided the blood flow to pulmonary arteries. Most patients 
without surgery do not live more than three decades. The presented case is one 
of those surviving more than three decades without surgery. 
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Introduction 

Pulmonary atresia with ventricular septal defect (PA-VSD) is 
a rare form of congenital heart disease. The blood supply to 
the pulmonary arteries is provided by a patent arterial duct or 
by major aortopulmonary collateral arteries (MAPCAs), which 
can vary greatly in number and in site of origin [1, 2]. Most of 
the cases with pulmonary atresia are associated with MAPCAs. 
It shares similarities with Tetralogy of Fallot (TOF) however, 
TOF involves pulmonary or infundibular stenosis but there is 
no pulmonary atresia. PA-VSD now is known as a distinct entity 
with its typical findings and management issues. The estimated 
survival rate without surgery is low [3]. PA with MAPCAs is a 
complex congenital cardiac anomaly and one of the most chal- 
lenging groups to manage surgically. Echocardiography can be 
used to assess the presence and size of the central pulmonary 
arteries in patients with PA-VSD. Here we present a 36 years 
old woman Syrian war victim who had admitted to our clinic 
with dyspnea on exertion, low oxygen saturation and syncope 
and diagnosed with PA-VSD. 


Case Report 

A thirty six-year-old woman was admitted to our clinic with 
complaints of syncope, dyspnea on exertion and at rest. On her 
physical examination she had blurred consciousness, respira- 
tory rate of 20 breaths per minute and SpO2 of 70% on room 
air, the patient had cyanotic and cluubbed fingers (Picture 1). 


The patient was hospitalized for the further evaluation. Even 
under high oxygen supply SpO2 did not exceed 85%. When 
questioned she admitted that she was having these complaints 
since her childhood and had a disease that she was offered car- 
diac catheterization and operation which she refused. Comput- 
ed tomography angiography of the chest revealed pulmonary 
artery atresia and aortopulmonary collateral arteries (Figure 1). 


Picture 1. Cyanotic and clubbed fingers of the patient. 


Figure 1. Computed tomography angiography of the chest revealed atresia of 
right and almost agenesis of left pulmonary artery and aortopulmonary collateral 
artery (arrows). 


Echocardiography revealed a large VSD which lay beneath the 
dilated aorta (Figure 2). Later on her follow up she admitted 


Figure 2. Echocardiography revealed a large VSD which lay beneath the dilated 
aorta, hypertrophied right ventricle.LV: Left ventricle, RV: Right ventricle, VSD: 
Ventricular septal defect. 


that she had two pregnancies which resulted with abortion. In 
the light of her medical history, computed tomography angiog- 
raphy and echocardiography findings, she was diagnosed with 
pulmonary atresia and ventricular septal defect. 


Discussion 

Pulmonary atresia with VSD is the ultimate form of TOF and is 
estimated to represent 5% to 10% of patients with Fallot te- 
tralogy. Adult survivors of PA-VSD are quite rare: it is reported 
that the mean life expectancy without operation is not more 
than 3 decades [4]. Prognosis and survival of PA-VSD patients 
is dependent on the sufficiency of pulmonary blood flow derived 
from direct or indirect aortopulmonary collateral vessels. The 
well developed MAPCAs probably have enabled our patient to 
survive until this age. Especially left pulmonary atresia is almost 
agenesia but collaterals have provided the blood flow ( Figure 
1). Echocardiography and multidetecter computed tomography 
are valuable non-invasive imaging modalities to evaluate VSD, 
the development and sources of MAPCAs in PA-VSD. Our case 
was a thirty- six years old woman who has been suffering from 
dyspnea on exertion and sometimes syncope. The patient re- 
fused to be operated and had two pragnencies which resulted 
with abortion. Main procedures are catheterization or surgical 
intervention. The reported surgical mortality has been relatively 
low and good functional results have been achieved [5, 6]. In 
the early stages of the life palliation is done by aortopulmonary 
shunt. The ultimate goal of surgery is to construct completely 
separated pulmonary and systemic circulations. This can be 
achieved as a single or staged procedure, depending on the pul- 
monary blood supply and complexity of the central pulmonary 
arteries. The surgical technique employed to repair PA-VSD de- 
fect with MAPCAs dependent pulmonary blood supply is vari- 
able, and depends upon individual anatomy and surgeon prefer- 
ence. Anatomic variability seen in PA-VSD makes the surgical 
approach patient specific [7]. Our case was offered surgery but 
she refused the procedure. 

In conclusion patients with pulmonary atresia and ventricular 
septal defect rarely survive more than three decades, thanks to 
major aortopulmonary collateral arteries some patients man- 
age to survive as in our patient. 
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Ozet 

Prostat kanseri erkeklerde en sik gézlenen prostat malignensilerindendir ve duk- 
tal adenokarsinom klinik ve histolojik ozellikleri ile belirgin patolojik bir subtipi- 
dir. Yetmis alti yasinda Kronik lenfositik l6semi/Kiiciik hiicreli lenfositik lenfoma- 
li (KLL/SLL) erkek hasta alt diriner sistem semptomlar! ile hastanemize basvurdu. 
Son prostat spesifik antijen seviyesi (PSA) 26 ng/ml ile bir cok transrektal ultraso- 
und rehberligindeki biopsiler uygulandi ve patoloji raporlari benign prostat hiperp- 
lazisi ve non-spesifik prostatit olarak sonuclandi. Semptomlarin devam etmesi 
uzerine prostata transuretral rezeksiyon uygulandi. Materyalin patolojik degerlen- 
dirilmesinde benign hiperplazik prostat dokulari arasinda stromasi olmayan ade- 
nokarsinom odaklari gozlendi. Tumédr 4+4 Gleason patern skoru ile duktal adeno- 
karsinom olarak tani aldi. Metastaza bagli lomber vertebrada kemik sintigrafisin- 
de aktivite tutulumu vardi. Bilgisayarli tomografide 6nceki KLL/SLL ‘ye bagli ingu- 
inal ve sag iliak lenfadenopati izlendi. Total androjen kisitlama tedavisi ve bilate- 
ral orsiektomi uygulandi. 3 ay sonra biokimyasal ve radyolojik goriintiileme sonuc- 
larina gére radyoterapi tedavisi planiandi. Duktal adenokarsinoma konvansiyonel 
adenokarsinomdan farkli klinik davranisi olan prostatin nadir bir subtipidir. Diger 
yandan KLL/SLL takibi yapilan bir hastada sekonder bir malignensi olarak ortaya 
cikmasi olguyu degerli kilmaktadir. 


Anahtar Kelimeler 
Duktal Adenokarsinoma; KLL/SLL; Prostat 


This case was presented as a poster in Avrasian Urooncology congress in 2015. 


Abstract 

Prostate cancer is the most common malignancy in men and ductal adenocar- 
cinoma is a pathologic subtype with specific histological and clinical features. 
Seventy-six year-old male patient with chronic lymphocytic leukemia/small lym- 
phocytic lymphoma (CLL/SLL) admitted to our hospital with lower urinary tract 
symptoms. The last prostate specific antigen (PSA) level was 26 ng/ml and serial 
transrectal ultrasound guided biopsies were administered and benign prostate 
hyperplasia and non-specific prostatitis were the results of pathology reports. Due 
to the persistence of the symptoms transurethral resection of the prostate was 
performed. In the pathologic evaluation of the material adenocarcinoma focuses 
without stroma has been observed between the hyperplasic prostate tissues. The 
tumor has been diagnosed as ductal adenocarcinoma with 4+4 Gleason pattern 
score. Bone scintigraphy was revealed activity uptake on lomber vertebral column 
due to metastasis. Computerized tomography was revealed previous bilateral in- 
guinal and right iliac lymphadenopathy due to CLL/SLL. Total androgen depriva- 
tion therapy and bilateral orchiectomy was applied. After three mounts according 
to biochemical and imaging results, radiotherapy cure began. Ductal adenocar- 
cinoma is a rare subtype of prostate carcinoma with clinical behavior from that 
seen in conventional adenocarcinoma. On the other hand it is worth to point out 
the occurence of this entity as second malignancy during follow-up of CLL/SLL. 
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Introduction 

Ductal adenocarcinoma (DA) of the prostate is a rare histologic 
subtype of prostate cancer that was first defined by Melicow 
et al. as endometrial carcinoma of prostatic utricule in 1967 
[1]. Prostate spesific antigen levels (PSA) seem to be in normal 
levels and the behaviour of the tumor is uncertain [2]. 

DA usually presents with aciner adenocarcinoma and the pure 
form is rare constituting 0.4-0.8 % of all radical prostatectomy 
and biopsy specimens [3]. It may be misdiagnosed as various 
benign, precancerous and malign lesions like prostatic urethral 
polyps, high grade prostatic intraepithelial neoplasia (HG-PIN) 
and colorectal adenocarcinoma. 

Postatic DA may originate either from large primary periure- 
thral prostatic ducts or rarely from peripheral prostatic ducts 
[4]. 

We would like to describe our case which we diagnosed in 
transurethral resection specimen incidentally as DA with mild 
PSA levels and prostatism symptoms in a chronic lymphocytic 
leukemia/small lymphocytic lymphoma (CLL/SLL) patient. 


Case Report 

Seventy-six year-old male patient with CLL/SLL admitted to 
Mustafa Kemal University hospital Urology department outpa- 
tient clinic with lower urinary tract symptoms. Prostate gland 
was 90 gram in ultrasonography (US) examination. The last 
total PSA and free PSA level was 23.3 and 5.7 ng/ml, respec- 
tively and three consecutive twelve core transrectal ultrasound 
guided biopsies were administered and benign prostate hyper- 
plasia and non-specific prostatitis were the results of pathology 
reports. Due to the persistence of the symptoms transurethral 
resection of the prostate (TURP) was performed, during TURP 
procedure there was a papillary lesion protruded from right 
apex of the prostatic urethra and the material has been sent 
to pathology laboratory. In the microscopic evaluation of the 
specimen adenocarcinoma focuses without stroma has been 
observed between the hyperplasic prostate tissues (Figure 1). 
The nuclear morphology was different from classic acinar ade- 
nocarcinoma. To confirm the diagnosis and differentiate it from 
metastatic tumors an immunohistochemical panel was applied. 
While CK7, CK20 were negative, PSA and AMACR were positive 
in immunohistochemical studies (Figure 2-3). The tumor has 
been diagnosed as ductal adenocarcinoma with 4+4 Gleason 
pattern score. Bone scintigraphy was revealed activity uptake 
on lomber vertebral column. Computerized tomography was re- 
vealed previous bilateral inguinal and right iliac lymphadenopa- 
thy due to CLL. Total androgen deprivation therapy and orchiec- 
tomy was applied, after three mounts according to biochemical 
and imaging results, radiotherapy cure was began. 


Discussion 

Prostatic DA is a rare variant most commonly growing as exo- 
phytic mass lesions in the uretra. There are various mimickers 
of this entity that it should be recognised by pathologists and 
uropathologists in daily practice [4]. 

DAs are often localised at the central ducts of the gland. There- 
fore they are usually seen in TURP and radical prostatectomy 
specimens and less diagnosed in needle biopsies. Our case had 
also two serial transrectal US guided biopsies but final proce- 


Figure 1-2. Adenoid and cribriform structures with atypical columnar epithelium 
without stroma between the benign prostate glands (Hematoxilen&Eosinx200). 
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Figure 3. AMACR positivity in tumor cells (AMACRX100). 


dure with TURP demonstrated the tumor. Sfoungaristos et al. 
reported an 82 year old Caucasian man with DA that was diag- 
nosed in TURP specimen like our case [5]. 

DA is seen in elderly man with a range of 65 to 87 with obstruc- 
tive symptoms and gross hematuria [6]. Our patient was 76 
years old at the time of diagnosis and admitted to our clinic 
with lower urinary tract symptoms. 

DA cells express PSA but PSA levels are not always high in these 
tumors as in our patient (26 ng/ml) that could be in inflamma- 
tion or hyperplasias of the gland. 
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Figure 4. PSA positivity in tumor cells (PSAX100). 


The cystourethroscopic appearence of DA is described as exo- 
phytic and polypoid mass projecting into the uretra or near the 
verumontanum [6]. Kan et al. defined 10 of their cases as in- 
tra luminal growth masses during cystoscopy in their review of 
Hong Kong DA series [2]. We have observed an exophytic mass 
lesion projecting into the lumen at the prostate apex with right 
wall laterilization. 

DA has benign and malign mimickers. Prostatic urethral polyp is 
a polipoid lesion lined by benign appearing prostatic glandular 
epithelium and it can be confused with DA in fragmentated nee- 
dle biopsies. HG-PIN cribriform type is a difficult entitity that 
should be remembered in differential diagnosis. HG-PIN consti- 
tutes with micropapillary cores while DA presents with true pap- 
illary cores. Beside this DA is recognisable with distinct atypia 
and large, back to back glands and usually comedonecrosis. DA 
might be confused with colorectal carcinoma metastasis. The 
verification of the diagnosis need immunohistochemical stud- 
ies like PSA and PSAP. Another tumoral lesion that we should 
remember is papillary urothelial carcinoma in differential diag- 
nosis; the cribriform architecture of DA is missing and nuclei 
of the tumor cells are more pleomorphic [4]. In the microscobic 
evaluation of the specimen we have found tumor composed of 
cribriform and adenoid structures with atypical columnar cells 
between the hyperplastic prostatic tissues. We have immunos- 
tained the tumoral tissue by Cytokeratin 7 and 20, AMACR, P63 
and PSA. While Cytokeratin 7, 20 were negative, AMACR and 
PSA were strong and diffuse positive confirming our diagnosis 
of prostatic DA. P63 was diminished in neoplastic ducts. 

In the literature DA is defined as a more agressive neoplasm 
compared to aciner adenocarcinoma. DA is mostly graded as 
4+4= 8 whereas in cases of mixed ductal and aciner patterns 
ductal component should be assigned to Gleason patern 4 ac- 
cording to Gleason histopathologic scoring system [2]. We have 
also reported our case as 4+4=8 with its morphologic architec- 
ture and ductal differentiation. 

Kan et al. reported bone and rectum invasions in 7 of their 20 
DAs [2]. Our patient has lomber vertebra metastasis and alive 
receiving radiotherapy with no morbidity. 

Engin et al. declared the incidence of multip! primary cancers 
as 0.83% among cancer patients [7]. CLL/SLL patients are 
candidates for developing a second cancer and an increased 
frequency of certain cancer types twice times more compared 


to normal population because of disease or therapy related im- 
munsupression. Tsimberidau et al. reported prostate carcinoma 
synchronous with CLL in 12.8 % of their series [8]. Our patient 
is also under follow-up for CLL/SLL for three years and devel- 
oped DA after two years. 

DA of the prostate has unique morphological, clinical features 
and agressive behaviour. It should be remembered in cases with 
non-specific pathologic findings in periferic prostate biopsies 
of patients with persisant lower urinary tract symptoms.We 
should also point out this rare entity with its occurence during 
CLL/SLL follow-up. 
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Ozet 

Amniyotik Bant Sendromu, fibréz amniyotik bantlarin fetal dokulari sikistirmasi 
ile ortaya ciktigi diisiiniilen cok cesitli fetal konjenital anomalileri kapsayan nadir 
bir konjenital bozukluktur. Hastalardaki semptomlar minor parmak ampiitasyonla- 
rindan fatal konjenital anomalilere kadar uzanan genis bir spektrumda izlenir. Er- 
ken ikinci trimesterde prenatal ultrasonografide belirli ultrasonografik bulgula- 
rt ile amniyotik bant sendromunun ciddiyeti saptanabilir. Amniyotik bant sendro- 
munun fatal bir subtipi olan ekstremite viicut duvar kompleksinin erken dénemde 
taninmasi hastalarin bilgilendirilmesi ve erken dénemde terminasyonuna olanak 
saglar. Biz burada erken ikinci trimesterde tanisini koydugumuz ve termine ettigi- 
miz viicut ekstremite duvar kompleksine sahip bir olguyu sunmak ve prenatal ult- 


rasonografik bulgularini tartismay! amagladik. 
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Abstract 

Amniotic band syndrome is a rare congenital disorder that is caused by intrauter- 
ine entrapment of fetal parts in fibrous amniotic bands. Patients may have vary- 
ing clinical features ranging from minor digital amputations to fatal congenital 
anomalies. Prenatal ultrasound scan regarding the specific findings of amniotik 
bant sendromu during the early second trimester may provide the detection of 
the severity of the disease. Because Limb Body Wall Complex is a lethal condi- 
tion, earlier diagnosis may also provide to counsel the parents and terminate 
the pregnancy in an earlier period. We herein present a case of Limb Body Wall 
Complex, diagnosed and terminated at 14 weeks of gestation and discuss the 


ultrasonographic findings. 
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Introduction 

Amniotic band syndrome (ABS) is a rare congenital disorder, 
thought to develop secondary to the compression of fetal tis- 
sues by fibrous amniotic bands. Its incidence is one out of 1,200 
to 15,000 live births [1]. It is a sporadic condition and does 
not have genetic origin. Two main pathogenesis has been in- 
troduced to explain the pathogenesis of this disease; one is the 
exogenous theory that proposed the early rupture of the amni- 
otic membrane leading to fibrous bands. These fibrous bands 
usually entrap a part of extremity, reduce the blood circulation 
and lead to autoamputation of a digit or entire limb in utero 
[2]. The other endogenous theory proposes the vascular prob- 
lems as a cause of the condition [3]. Although the most common 
finding of this syndrome is digital amputation, it may not be 
seen in all cases [4]. Other observed anomalies are as follows; 
contraction rings, lymphedema, craniofacial defects, encepha- 
locele, anencephaly, drop foot and multiple joint contractures 
[5]. Although the diagnosis is possible in ABS by prenatal ultra- 
sonography, the fetuses are usually diagnosed by postpartum 
physical examination [6]. We aimed to present a case of a Limb 
Body Wall Complex (LBWC), the fatal subtype of ABS, which 
was diagnosed during the early second trimester (14th weeks 
of gestation) ultrasound scan. 


Case Report 

A 31-year-old G1 case was referred to our early pregnancy 
clinic with the suspicion of multiple fetal abnormalities. Her 
medical history revealed no prior systemic diseases and drug 
use, no history of infection or trauma during pregnancy, and 
no consanguineous marriage. The ultrasonography examination 
revealed amniotic fluid in normal ranges, and the presence of 
a live fetus with a CRL of 80 mm, compatible with 14 weeks. 
Fetal movements were free at the lower extremities, but the up- 
per extremity and the head were noted not to move extensively. 
The detailed ultrasonography examination revealed wrapping 
amniotic bands, especially the left hand and around the head 
of the fetus, meandering as loose fibers in the amniotic cavity. 
The upper right extremity of the fetus was seen to be totally ab- 
sent starting from the shoulder level. Both lower extremities on 
the other hand were observed to be in normal dimensions and 
moving freely. The fetal cranium was seen to be totally absent 
above the bilateral orbita at the anterior and occipital bone at 


the posterior site and the brain tissue was seen to be free in 
the amniotic fluid (Figure 1). An abdominal wall defect at the 


Figure 1. Ultrasound scan performed at 14 gestational weeks. Left arrow points at 
the fetal exencephaly. Right arrow points the left hand in a fixed extended position 
due to entrapment of the amniotic bands. 


umbilicus in the fetal anterior wall and fetal intestines expulsed 
out to the amniotic cavity through this defect were observed 
(Figure 2). The diagnosis with those findings was ‘LBWC’ and 


Figure 2. Ultrasound scan performed at 14 gestational weeks. Thin arrow points 
the protrusion of the fetal abdominal organs through the thoraco-abdominal wall 
defect. Thick arrow points the attachment between these structures and fetal 
amniotic membranes. 


detailed information was given to the patient about the condi- 
tion of the fetus and possible perinatal results of the condition. 
Upon the request by the patient to terminate the pregnancy, 
she signed for approval and a medical termination protocol was 
applied. Upon morphological examination of the fetus after the 
abortus, distal phalangeal amputations were observed in the 
left hand on the fourth and fifth fingers, while the right upper 
extremity was totally absent (Figure 3). A cranial defect starting 


Figure 3. A photograph of fetus taken after abortion. Thin arrow points the am- 
niotic band around the fetal left hand and absence of fetal cranium above the 
level of orbita. Thick arrow points the wide asymmetrical thoraco-abdominal wall 
defect. 


from the bilateral fetal orbita to the occipital bone and a dis- 
oriented cortex not covered with calvarium and an anterior wall 
defect starting from the anterior fetal abdominal wall extend- 
ing to the left axilla including the thoracic wall. The intestines 
were observed to be expulsed through this defect and they were 
seen outside the abdomen (Figure 4). 


Discussion 

The case reported herein is compatible with the diagnosis of 
LBWC, which is a fatal subtype of amniotic band syndrome. The 
diagnosis of LBWC requires at least two of the following three 
criteria, which are exencephaly and facial clefts, thoracic and/or 
abdominoschisis, and extremity defects [7]. The case presented 
herein meets all three criteria. In addition to the upper extrem- 
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Figure 4. A photograph of fetus taken after abortion. Thick arrow points the ab- 
sence of left upper extremity and expulsion of fetal intestines through the fetal 
body wall defect. Thin arrow points the white fetal amniotic bands surrounding 
the fetal body. 


ity abnormalities in this case, both a craniofacial defect and 
an atypical wall defect including both the thorax and abdomen 
were present. Internal organ defects are generally present in 
95% of the cases of LBWC and more than 70% of those de- 
fects are thought to develop secondary to vascular disorders 
[8]. However, since the case presented herein was diagnosed at 
an earlier stage of pregnancy and since no postmortem patho- 
logical study was performed, information about the internal or- 
gan defects is not provided. 

Other non-lethal conditions that might be confused with LBWC 
are polymalformation complexes such as Cantrell Pentalogy, 
omphalocele-exstrophy-imperforated anus-spinal defects, and 
isolated gastroschisis [9]. Five typical findings necessary to be 
present for the diagnosis of Cantrell Pentalogy are cardiac ab- 
normalities such as ectopic cordis, lower sternal defects, mid- 
line supraumbilical wall defects, anterior diaphragmatic defects, 
and defects of the diaphragmatic segment of the pericardium. 
On the other hand, ultrasonography findings of omphalocele- 
exostrophy-imperforated anus-spinal defects complex are ab- 
sence of fetal bladder, presence of an infraumbilical abdominal 
wall defect, spinal distortion, and a sacral myelomeningocele 
[10]. In contrast to LBWC, the fetal intestines are covered with 
peritoneum in the two syndromes stated above. The fetal intes- 
tines are freely present in the amniotic cavity in gastroschisis; 
however, there is no additional wall defect. 

Since LBWC is a lethal condition, early diagnosis of this syn- 
drome provides an opportunity to terminate the pregnancy in an 
earlier period. Therefore it should be differentiated from other 
syndromes with a careful prenatal ultrasonography as early as 
possible. Therefore, obstetricians should carefully examine the 
fetus regarding these specific ultrasonographic findings during 
the early second trimester in order to counsel the parents with 
an early diagnosis of LBWC. 
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Ozet 

hasta vajinal agliitinasyona bagli cinsel birlikteligi girememe sikayeti ile jinekooji 
klinigimze basvurdu. Vajinal adezyonlar cerrahi yaklasimla tedavi edildikten sonra 
topikal estrojen ve tibolon tedavileri baslandi. Ameliyattan iki ay sonra hasta cin- 
sel iliskiye girebildi. Bu olgu sunumunda graft versus host hastaliginin vulvovajinal 


komplikasyonlari, tedavisi ve 6nlenmesi tartisilmaktadir. 
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Abstract 

We describe a 34-year old patient with vaginal agglutination, which presented as 
inability to have sexual intercourse two years after bone marrow transplantation 
for myelodysplastic syndrome. The vaginal adhesions were freed surgically after 
local estrogen therapy and tibolone was started. She was able to have sexual 
intercourse two months after the operation. In this case report, vulvovaginal com- 
plications of graft-versus-host disease and their treatment and prevention are 


discussed. 
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Introduction 

Allogenic blood or bone marrow transplantation (BMT) has be- 
come an attractive treatment alternative for various diseases, 
particularly for hematologic diseases. Graft-versus-host-dis- 
ease (GVHD), an immunologic disorder in which immunocompe- 
tent donor T lymphocytes recognize, become sensitized to and 
react against histocompatibility antigens of the host is a major 
complication of allogenic BMT. Chronic GVHD affects approxi- 
mately 25-45% of patients and occurs in >100 days after BMT. 
Both limited (only skin or liver) and extensive (skin, liver, oral 
mucosa, lacrimal glands, esophagus, and serosal membranes) 
forms of chronic GVHD resemble collagen vascular diseases [1]. 
Vulvovaginal complications such as vulvar atrophy, alopecia of 
the vulva, vaginal synechiae, stricture and complete obliteration 
leading to secondary complications such as hematocolpometra 
may also develop in female patients with chronic GVHD [2-3]. 
Here, we describe a patient who received allogenic peripheral 
blood stem cell transplantation (PBSCT) for myelodysplastic 
syndrome (MDS) and developed chronic GVHD leading to vagi- 
nal agglutination. 


Case Report 

A 34 year-old, gravida 2, para 2 woman with MDS underwent 
allogenic PBSCT in January 2012 after conditioned with bu- 
sulfan and cyclophosphamide. GVHD prophylaxis consisted of 
cyclosporine and short-term methotrexate. On the 20th day, 
she developed acute GVHD with grade II skin involvement that 
required high dose methylprednisolone treatment. She gradu- 
ally progressed to extensive chronic GVHD with skin and oral 
mucosa involvement. Sicca syndrome (Sjogren’s syndrome) 
accompanied the clinical course. Extracorporeal phototherapy 
was initiated to reduce steroid usage, which led to serious os- 
teoporosis with compression fractures despite prophylaxis with 
calcium and vitamin D. 

At the end of the second year after the transplant, she came 
to our clinic with a complaint of inability to have sexual inter- 
course. She also developed secondary amenorrhea since the 
transplantation. Gynecologic examination revealed vulvar atro- 
phy, alopecia of the vulva and pubis, and complete obliteration 
of the introitus. The uterus was atrophic, endometrial thickness 
was 4 mm, and both of the ovaries were also atrophic and non- 
follicular according to transrectal sonographic examination. 
Follicle-stimulating hormone and luteinizing-hormone (LH) lev- 
els were elevated, while estradiol (E2) level was low; 132.1mlU/ 
ml, 57.1mlU/ml, and 5.0pg/ml, respectively. After a month of 
local estrogen (estriol 1mg/g) usage, dense vaginal adhesions 
obliterating the lower half of the vagina were freed with blunt 
and sharp dissection up to the level where the original vaginal 
mucosa and cervix could be visualized under general anesthe- 
sia. The vaginal mucosa and ectocervix were atrophic and frag- 
ile. A 3x8cm vaginal dilator made of glass was placed into the 
vagina and left in place for two days. Tibolone (2.5mg/day, PO) 
was also administered. The patient continued to use the vaginal 
dilator and estrogen cream, and returned for pelvic examination 
three weeks postoperatively, which revealed normal vaginal pa- 
tency. She was advised to have regular intercourse and to use 
the mold only during nights. At the two-month postoperative 
visit, the patient reported that she was able to have comfort- 


able sexual intercourse. Therefore, she was advised to cease 
the vaginal dilator usage. 


Discussion 

In 1982, Corson et al. have first addressed gynecologic mani- 
festations of chronic GVHD [2]. They have described four pa- 
tients with chronic GVHD who developed vaginal inflammation, 
sicca syndrome, adhesions or stenosis requiring surgical ther- 
apy. Vaginal agglutination and its potential complications such 
as hematocolpometra and endometriosis, related to chronic 
GVHD have also been reported in six other case reports [3-8]. 
Our case, to our knowledge, is one of the very few cases of 
vaginal agglutination accompanying chronic GVHD described in 
the literature. Secondary amenorrhea either due to vaginal ag- 
glutination or ovarian failure due to chemo-irradiation damage 
often accompanies vulvovaginal problems in these patients. 
Our patient also had secondary amenorrhea, premature ovarian 
failure and dense vaginal adhesions. 

The etiology of gynecologic problems in allogenic PBSCT pa- 
tients is multifactorial [7]. One of the causes of premature 
ovarian failure in this context is the toxicity of the condition- 
ing regimens in myeloablative doses. Abnormalities of humoral 
and cellular immunity associated with chronic GVHD resembling 
autoimmune diseases may also contribute to the ovarian fail- 
ure [1]. However, the histopathologic effects of chronic GVHD 
itself may explain vulvar atrophy, vaginal dryness, adhesions 
and strictures in our patient. Hypoestrogenism as a result of 
concomitant ovarian failure seemed to exacerbate the vulvo- 
vaginal symptoms. 

Young patients with GVHD usually have iatrogenic premature 
ovarian failure as well. Therefore, their treatment should in- 
clude every effort to raise the quality of life, including hormone 
treatment. In the first case series of 5 patients with gynecologic 
manifestations of GVHD reported by Corson et al., it has been 
emphasized that therapy of vaginal manifestations of chronic 
GVHD should be both local and systemic [2]. We preferred tibo- 
lone, which had androgenic activity for our patient, believing 
that it would have a positive effect both on her mood and libido. 
However, the preferred type of hormone therapy for these pa- 
tients needs further investigation. In another case series of 8 
patients, Constantini et al. presented the importance of compli- 
ance to vaginal dilator program [9], which is in line with our 
case. As, Haemato-oncology subgroup of the British Committee 
for Standards in Haematology (BCSH) and the British Society 
for Bone Marrow Transplantation (BSBMT) have concluded in a 
joint working group the ultimate goal of the treatment, which- 
ever one is chosen, should be the effective control of GVHD 
while minimizing the risk of toxicity and relapse [10]. 


Conclusion 

Gynecologic problems may be underestimated during the late 
period of PBSCT especially in patients with chronic GVHD. 
Therefore, regular gynecologic examination may prevent com- 
plications such as vaginal agglutination, which can result in 
hematocolpometra, endometriosis and low quality of life due 
to inability to have sexual intercourse. Early diagnosis is very 
important since simple measurements such as local estrogen 
creams and vaginal dilators may be helpful. On the other hand, 
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for established vaginal strictures, surgery is required, which has 
the risk of inadvertent bladder and rectal damage due to atro- 
phy and fibrosis. 
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Ozet 

SCIWORA daha siklikla cocuklarda tanimlanmis olmasina ragmen, az sayida ya- 
yinda eriskinde SCIWORA olgulari bildirilmistir. 27 yasinda erkek hasta, klinigimi- 
ze 8 metre yiiksekten diisme ve eszamanli torakal bolgeye olan kiint travma son- 
rasi gelisen parapleji tablosu ile sevkedildi. Hastanin nérolojik seviyesi , Ameri- 
kan Spinal Yaralanma Bozukluk skalasi’ na gore T11 (AIS) C olarak belirlendi. Ser- 
vikal, torakal, lomber ve beyin manyetik rezonans goriintiilemeleri (MRG) T8-9, 
T9-10 intervertebral disk protriizyonu disinda herhangi bir spinal kord veya liga- 
mentéz yaralanma ile uyumlu degildi. Urodinamik calisma sonuclari flask néroje- 
nik mesane ile uyumluydu. Hasta norolojik rehabilitasyon programina alindi. No- 
rolojik rehabilitasyon programindan sonra hastanin fonksiyonel durumunda par- 
siyel iyilesme gdézlendi. MRG’ de spinal kord anormalligi saptanmadigi durumlar- 
da SCIWORA tanisini koymak zor olabilir. Bu yuzden tani spinal sokun sonlanma- 
sina kadar gecikebilir. 
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Abstract 

Although SCIWORA has been reported more prevalent in children, few case re- 
ports published SCIWORA in adults. Twenty seven year old man transferred to our 
rehabilitation unit with paraplegia arose after fall from height of 8 and concur- 
rent blunt trauma to thoracic region. The neurological level was of T11 American 
Spinal Injury Association Impairment Scale (AIS) C. Magnetic resonance imaging 
(MRI) findings of both brain, and spine didn’t prove any significant abnormalities 
except the protrusion of intervertebral discs at the levels of T8-9, and T9-10. 
Urodynamic study findings were compatible with flaccid neurogenic bladder. He 
enrolled in the neurological rehabilitation program. After neurological rehabilita- 
tion program partial improvement observed in his functional status. The diagnosis 
of SCIWORA without any abnormality in the spine with MRI may be challenging. 
Therefore the diagnosis might retard until the termination of spinal shock. 
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Introduction 

SCIWORA has been described as spinal cord injury without any 
abnormalities in both radiography, and computed tomography 
[1]. Availability and increasing usage magnetic resonance imag- 
ing (MRI), the diagnosis of SCIWORA resulted in differences in 
the diagnosis of SCIWORA, with regard to definition, and clas- 
sification. The term ‘spinal cord injury without radiologic evi- 
dence of trauma’ (SCIWORET) was recommended recently for 
adults who has no evidence of trauma on plain radiographs, and 
computed tomography [2] 

The spinal cord is more vulnerable to injury without radio- 
graphic abnormality in children by comparison with adults and 
it affects mostly the cervical spine [1]. Hereby we present an 
atypical case of adult SCIWORA in the thoracic region without 
any abnormality identified at the spinal cord detected by MRI. 


Case Report 

Twenty seven year old male was transferred to our tertiary in- 
patient rehabilitation unit with paraplegia, which has developed 
after falling from a height of 8 meters and concurrent blunt 
trauma to thoracic region. He described weakness, numbness 
in lower extremities accompanying with urinary and bowel in- 
continence. The initial manual muscle testing revealed that, the 
hip flexors, and knee extensors were of grade 1/5, and other 
muscle groups were of grade 0/5 motor function at lower ex- 
tremities. Dermatomas under T-11 were all anesthethic. He had 
no relevant disease history except the L4-5 disc herniation op- 
eration 5 months ago. Neither bulbocavernous nor anal reflexes 
were detected. Deep tendon reflexes couldn't be detected. Vol- 
untary anal contraction was obtained. The neurological deficit 
of patient classified by using American Spinal Injury Association 
impairment Scale (AIS) as T11 AIS-C. Electroneuromyographic 
(EMG) findings were unremarkable in both nerve conduction 
studies and needle EMG. Urodynamic study findings were com- 
patible with flaccid neurogenic bladder. According to MRI ex- 
amination, there was no spinal cord or ligamentous injury. The 
only findings were of the protrusion of T8-9, T9-10 interverte- 
bral disc material, and obliteration of subarachnoid space (Fig- 
ure 1, 2). Rehabilitation program performed, including muscle- 
strengthening, balance-training, and gait-training for one hour 
each day. He learned transfers, then started practicing standing 
up in the parallel bars with the assistance of the posterior shell 
orthosis. Clean intermittent catheterization was performed for 
neurogenic bladder management 6 times per day. According 
to the follow-up test after four weeks, bulbocavernous reflex 
returned, and bilaterally achilles clonus were obtained. Manual 
muscle testing revealed at the time of discharge; hip flexors 
were of 3/5, knee extensors, were of 4/5, ankle dorsiflexors, 
plantar flexors, toe extensors were of 2/5, and 1/5, respectively. 
He was walking with the assistance of the left knee-ankle-foot 
orthosis (KAFO) and walker. 


Discussion 

SCIWORA was described more prevalent in children due to 
the increased spinal flexibility and higher head/cervical spinal 
length ratio, and the difficulties in radiographic assessment 
of spine in the immature skeleton [1]. Thoracic spinal injury in 
adults without any vertebral fractures or discoligamentous in- 


Figure 1. Midsagittal, T2-weighted MR Scan (TR/TE, 3500 /120) shows that the 
signal intensity of the thoracic spinal cord is normal. A double, contiguous minimal 
disc protrusion in the thoracic spine (T8-T9, T9-T10) is seen. 


Figure 2. Axial T2-weighted image shows that there is a small left paracentral disc 
protrusion effacing the subarachnoid space at T8-T9, but the signal intensity of 
thoracic cord at this level is normal. 


jury has been reported very rarely and all MRI investigations 
showed myelum contusion or cord edema in these reports [3]. 
SCIWORA in adults without significant spinal cord or ligamen- 
tous injury is a very rare described entity in the literature. In 
our case we reported only intervertebral disc protrusion on MRI 
examination. Our patient was 27 years old, the spinal canal di- 
ameter was normal. MRI findings didn’t prove any facilitating 
factors for SCIWORA as, ligamentum flavum hypertrophy, spinal 
stenosis or spondylosis. He defined falling from a height of 8 
meters and concurrent blunt trauma to the thoracic region. 

Boese et al. collected the data of SCIWORA in adults consisted 
of 164 cases by classification with MRI as type | if there were 
no detectable abnormalities, type Ila with extraneural abnor- 
malities, type Il b with intraneural abnormalities, type Ilc with 
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both intraneural and extraneural abnormalities [4]. The authors 
defined that extraneural abnormalities were protrusion of inter- 
vertebral disc or herniation, ligamentum flavum bulging, poste- 
rior longitudinal ligament ossification, spondylosis, ligamentous 
abnormalities, prevertebral soft tissue swelling. They reported 
7.1% SCIWORA with no MRI abnormalities, 11.7% with extra- 
neural abnormalities, 36.9% with intraneural abnormalities, and 
44.3% with both intraneural and extraneural abnormailities[4]. 
They reported that AIS D was the neurological severity level 
which was associated with most favorable outcome [4]. They 
also examined the relationship between MRI findings and func- 
tional outcome. Individuals classified in group type | had signifi- 
cantly better prognosis when compared with type Il. In patients 
with abnormal MRI findings, type Ila was found to achieve more 
favorable outcomes among type lla, IIb, IIc [4]. On the other 
hand, Lui et al. recently reported that the prognosis of SCIWO- 
RA is not related to MRI findings [5]. Sharma et al. reported that 
cord edema was related to the best functional outcome while 
hemorrhage was associated with the worst outcome in adults 
with SCIWORA [6]. Our patient was AIS C, and type Ila MRI clas- 
sification, and he achieved partial neurological improvement 
during rehabilitation. 

SCIWORA without any abnormality based on MRI findings is very 
rarely described in the literature. Recently Park et al. reported a 
patient with no abnormalities in terms of pathological reflexes, 
urodynamic findings, and on MRI examination [7]. Delialioglu et 
al. reported a case SCIWORET with cervicothoracic injury at the 
level of C7-T1, classified AIS B initially, and progressed to AIS 
D after the rehabilitation program. In contrast to our report, 
the MRI demonstrated the myelomalacic field in this report [8]. 


Conclusion 

The term SCIWORA was defined as SCI by MRI with the absence 
of fracture or subluxation by plain x-ray and/or CT scan. The 
relevant group of patients remains a clinical challenge for both 
neurosurgeons and physiatrists because of the difficulty dur- 
ing the diagnostic process. Moreover the spinal shock period 
may constitute a suspicion of peripheral nerve lesion or neural 
root avulsion. Although we had a suspicion of cauda equina syn- 
drome in our case, the absence of peripheral nerve involvement 
on electrodiagnostic study, the termination of spinal shock, 
and emerging the signs of upper nerve involvement directed 
the diagnose to SCIWORA. Diagnose of SCIWORA in adults may 
take more time than expected. Even the SCIWORA in children is 
a clinical challenge during the acute process, management of 
SCIWORA in adults may be more difficult for clinician with the 
absence of abnormality in MRI. 
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Ozet Abstract 

Adenovirus, gocuklarda akut solunumsal hastaliklarda major patojenlerden biri Adenovirus is a double-stranded DNA virus and one of the major pathogens in 
olup cift sarmalli DNA virtisidiir Adeno viriis asemptomatikten dliimle sonucla- acute respiratory diseases in children. Adenovirus may present in many different 
nan ciddi enfeksiyona kadar ¢ok degisik klinik sekillerde karsimiza cikmaktadir. Bi- clinical forms from asymptomatic to fatal serious infections. The present study 
zim olgumuzda prematiire dogmus olup uzun siire yenidogan yogunbakimda yat- reported a case of adenovirus-associated ARDS and pulmonary hypertension in a 


mis olan 6ay 18 giinliik bilinen immiinyetmezligi ol mayan bir hastada adenovirtise 6-month and 18-day old non-immunodeficient patient who was born premature 


bagli ARDS ve pulmoner hipertansiyon sunuldu. and hospitalized for a long time in the neonatal intensive care. 
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Introduction 

Adenovirus is a double-stranded DNA virus and one of the 
major pathogens in acute respiratory diseases in children [1]. 
Adenovirus may present in many different clinical forms from 
asymptomatic to fatal serious infections. Although rhinitis, 
conjunctivitis, pharyngitis, tracheitis, gastroenteritis or kera- 
toconjunctivitis are clinically more common, it also leads to 
lower respiratory tract infections such as bronchiolitis, croup 
and pneumonia [1-5]. Adenovirus can be very serious and fa- 
tal for very young, very old and immunocompromised patients. 
Adenovirus-associated pneumonia can lead to a spectrum of 
problems ranging from a typical bronchopneumonia to fatal 
acute respiratory distress syndrome (ARDS) [2,6-10]. Serologi- 
cal tests, DNA detection by polymerase chain reaction (PCR) 
and detection of adenovirus-specific antigen are used for diag- 
nostic purposes; however, adenovirus-specific therapy is limited 
[11-13]. 


Case Report 

A 6-month and 18-day old baby girl born at 26 weeks weighing 
840 grams who was intubated for 78 days and hospitalized for 
a total of 3 months in the neonatal intensive care unit with the 
diagnoses of prematurity, respiratory distress syndrome (RDS), 
retinopathy of prematurity (ROP), bronchopulmonary dysplasia 
(BPD) was admitted with respiratory distress and cyanosis. The 
patient’s vitals were as follows: body temperature: 38.9°C, blood 
pressure: 65/30 mmHg, peak heart rate: 165/min, respiration 
rate: 62/min and So2: 65%. Physical examination indicated that 
she had tachypnea, subcostal and intercostal retractions, dys- 
pnea and peripheral cyanosis. When listened, lung sounds were 
coming from deep. Her body weight was 4600 grams (<3p). The 
results of laboratory analysis were as follows: Hb: 10.7 g/dl, 
WBC:23790/mm3, PLT:240000/ mm3, and neutrophils: 17030/ 
mm3. The results of biochemical analysis were as follows: AST: 
238 and ALT: 141.The level of C-reactive protein (CRP) was nor- 
mal. The blood gas values were as follows: pH: 7.28, pCO2: 36 
and HCO3: 18. A posteroanterior chest X-ray showed paracar- 
diac infiltrations. 

The patient was admitted to the neonatal intensive care with 
a diagnosis of pneumonia. The monitored patient received nor- 
mal saline infusion twice due to the low blood pressure. She 
was administered oxygen therapy using a high-flow oxygen de- 
livery device (flow 15L/min, FiO2: 60%). A broad-spectrum an- 
tibiotherapy was initiated (vancomycin + meropenem). Tamiflu 
was prescribed due to the outbreak of H1N1. Echocardiography 
showed a secundum atrial septal defect (ASD) of 6.5 mm diam- 
eter, tricuspid regurgitation (TY) of 3.5m /sec velocity and pul- 
monary arterial (PA) pressure of 50mmHg. She was diagnosed 
with pulmonary hypertension and prescribed enalapril and lasix 
by pediatric cardiology. The patient’s hypoxemia increased de- 
spite the high flow of oxygen. The patients with low saturations 
and respiratory acidosis (pH: 7.21, pCO2: 68) was intubated 
and put on a ventilator on P-SIMV (Pressure-Synchronized I|n- 
termittent Mandatory Ventilation) mode at the eighth hour of 
hospitalization (PIP: 25, PEEP: 5, rate: 30). Repeated postero- 
anterior chest X-ray showed a frosted glass pattern associated 
with ARDS (Figure 1). When the patient’s hypoxemia did not 
improve, PEEP set on the ventilator was gradually increased 


Figure 1. X-ray showed a frosted glass pattern 


(PEEP: 7).The patient with a low blood pressure was supported 
with inotropic agents (adrenaline infusion 0.2mcg/kg/min). An 
abdominal ultrasonography was conducted on the patient with 
elevated results of liver function tests. The ultrasonography 
revealed minimal intraperitoneal fluid. A sputum sample was 
taken for the Respiratory Virus PCR Panel and a blood sample 
was also taken for CMV PCR. ARDS began to disappear on the 
third day of the follow-up. The ventilator settings were gradual- 
ly reduced and inotropic support was stopped. The patient was 
extubated on the seventh day of hospitalization. After extuba- 
tion, the results of respiratory virus panel (RVP) test were PCR 
positive for adenovirus and PCR negative for cytomegalovirus 
(CMV). Echocardiography was repeated for control purposes. 
Pulmonary hypertension disappeared. Minimal pericardial effu- 
sion was detected. It was suggested to stop enalapril and lasix. 
When the liver function tests and chest x-ray of the patent with 
good oral intake returned to normal, she was discharged on the 
thirteenth day of hospitalization. 


Discussion 

Adenovirus infections are quite common in children aged be- 
tween 6 months and 5 years [1]. The most important cause of 
hospitalization, morbidity and mortality is viral pneumonia es- 
pecially in premature babies and in the first 6 months of life. 
Adenovirus is the underlying pathogen in 10% of respiratory 
diseases in children. Adenovirus infections often present as rhi- 
nitis pharyngitis, tracheitis, gastroenteritis or keratoconjuncti- 
vitis while the asymptomatic infection rate approaches nearly 
50% [2]. Although it is rare, adenovirus leads to severe clinical 
manifestations such as ARDS, pulmonary hypertension or dis- 
seminated infection especially in newborns, premature infants 
and immunocompromised persons. 

The present study reported a case of adenovirus-associated 
ARDS and pulmonary hypertension in a 6-month and 18-day 
old non-immunodeficient patient who was born premature and 
hospitalized for a long time in the neonatal intensive care. In 
our case, adenovirus was detected by polymerase chain reac- 
tion (PCR) method using sputum samples, and other respira- 
tory viruses (human coronavirus 229E, human bocavirus, human 
coronavirus OC43, parainfluenza 1/2/3, respiratory syncytial vi- 
rus A/B, rhinovirus, enterovirus, parechovirus, H1N1, influenza 
A, influenza B, Human metapneumovirus, parainfluenza 4, hu- 
man coronavirus HKU1, and human coronavirus NL63) were 
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excluded using the same method. 

In a study involving 80 adenovirus-infected patients, Chen et 
al. reported that 17 patients were hospitalized in ICU and only 
one case who was a 1.7-year-old boy with cerebral palsy had 
ARDS and resulted in death [14]. In another study, only 9 of 
617 adenovirus-infected children had serious infection and only 
one died [15]. Our patient had a history of premature birth and 
no underlying disease. In the literature, there are disseminated 
cases of ARDS and fatal cases of adenovirus infection espe- 
cially in immunocompromised patients and newborns [16-17]. 
However, it is a rare case that adenovirus-associated ARDS 
and pulmonary hypertension developed in a patient who had no 
known disease but a history of premature birth 6 months. 
Previous studies have reported fever, cough and rhinorrhea that 
are typical symptoms of adenovirus-associated pneumonia as 
well as tachypnea and dyspnea in nearly half of patients [18- 
21]. In our case, the most obvious symptom was tachypnea and 
dyspnea. There was also a high fever and a high level of leuko- 
cytes. In the study of Chen et al., one quarter of the patients had 
high levels of leukocyte in a similar way to bacterial infection 
while half of the patients had high levels of CRP and a high 
fever [14]. However, in our case, the level of CRP was not mark- 
edly high. Although the chest X-ray revealed no obvious infiltra- 
tion, our patient was prescribed a broad-spectrum antibiotic 
as the high level of leukocyte and high fever initially suggested 
bacterial pneumonia. In several studies in the literature, clini- 
cians have difficulty in distinguishing between bacterial infec- 
tion and adenoviral infection due to similarities in symptoms 
[14-19]. We believe that the reason for prescribing antibiotics in 
many hospitalized patients is the clinical confusion of diagno- 
sis. Our patients had also symptoms of acid in the abdomen and 
minimal pericardial effusion. Previous studies have not reported 
such symptoms in adenovirus infections. 

To conclude, although adenovirus infections rarely show a seri- 
ous clinical course in healthy children, it should be remembered 
that it is an infection that can even result in death, and health 
care providers should be particularly vigilant in adenovirus-as- 
sociated pneumonia. Adenovirus-associated pneumonia should 
be considered especially in patients who do not respond to an- 
tibiotics as it clinically mimics bacterial pneumonia. 
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Ozet 

Amag: Karbepenem direncli gram negatif bakteri youn bakim Unitelerinde ar- 
tan bir tehlikedir. Klinigimizde acinetobacter enfeksiyonunda farkli tedavi rejim- 
lerinin ve mortalite oranlarinin sonuglarini saptamay! amacladik. Kombine kolis- 
tin tedavisi Uistiin mi, degil mi? Gere¢ ve Yéntem: Ocak 2013 ve Haziran 2014 ta- 
rihleri arasinda klinigimizde tani konulmus ve tedavi edilmis, acinetobacter en- 
feksiyonu olan 23 olgu, tedavileri ve mortalite siireleri yontinden retrospektif ola- 
rak incelenmistir. Bulgular: 23 hastanin 19’u yogun bakimda, 4’ti serviste tedavi 
edilmistir. YoZun bakim Gnitesindeki 19 hastadan; sefoperazon+sulbaktam duyar- 
li olan grupta 2 hasta, sefoperazon+sulbaktama da duyarli olmayan grupta 3 has- 
ta kolistin monoterapisi ile exitus oldular. Kombine tedavi alan hastalar arasinda, 
2 olguya amikasin+kolistin kombine tedavisi verildi; bu iki hasta da exitus oldu- 
lar. Kolistin+rifampisin kombine tedavisi alan bir olgu da iyi yanit alindi. Servis- 
te tedavi edilen 4 hastanin 3’U karbapenem direncliydi ve bunlardan da 1’i sadece 
kolistine duyarliydi. Bu hasta, kolistin+tigesiklin kombine tedavisi aldi ve iyi yanit 
elde edildi. Tartisma: Akcigerin acinetobacter enfeksiyonlarinda mortaliteyi azalt- 
mak icin kombine kolistin tedavisi yararli goriinmektedir. Karbapenem direncli aci- 
netobacter olgularinin rifampisin ve tigesiklin kombinasyonu acisindan degerlen- 
dirilmesi gerektigi goriistindeyiz. 
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Abstract 

Aim: Carbapenem-resistant gram negative bacteria represent an increasing prob- 
lem worldwide for intensive care units. We aimed to detect the outcome of dif- 
ferent treatment regimens and mortality rates of Acinetobacter infection in our 
clinic. ls combined colistin therapy superior or not? Material and Method: 23 cases 
diagnosed and treated in our unit with documented Acinetobacter infections be- 
tween January 2013 and June 2014 were retrospectively evaluated in terms of 
treatments administered and mortality rates. Results: 19 of 23 patients were 
treated in ICU and 4 of 23 patients were treated in normal patient ward. Among 
19 ICU patients, 2 patients in cefoperazone + sulbactam - susceptible groups and 
3 patients with cefaperazone + sulbactam - resistant groups died with colistin 
monotherapy. Among patients receiving combined treatment, two patients were 
given amikacin + colistin combination and they both died. A single patient receiv- 
ing colistin + rifampicin combination responded well. Of the 4 patients treated in 
the normal patient ward, 3 had carbapenem resistance, and of these, only 1 was 
susceptible to colistin. This patient received colistin + tigecycline combination and 
had good response. Discussion: The combined colistin treatment seems plausible 
in terms of reducing mortality in Acinetobacter infections of lung. We believe that 
in patients with carbapenem-resistant Acinetobacter infections, a consideration 
should be given to rifampicin or tigecycline combination with colistin. 
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Introduction 

Infections due to carbapenem-resistant gram negative bacteria 
(CRGNB) represent an important problem worldwide, and the 
main question regarding the treatment of this patient group 
is whether a combination treatment or monotherapy should be 
administered. Despite some reports suggesting a superiority of 
combination regimens over colistin monoteraphy in CRGNB in- 
fections, therapeutic guidelines provide no definitive approach 
in such cases [1]. After the initial observations suggesting bet- 
ter outcomes in patients with pneumonia due to carbapenem- 
resistant Acinetobacter who were treated with combined reg- 
imens, we decided to undertake a study comparing different 
regimens in our clinic and assessing effect of combined treat- 
ment and monotherapy on morbidity and mortality. 


Material and Method 

Patients diagnosed and treated in our unit with documented 
Acinetobacter infections between January 2013 and June 2014 
were retrospectively evaluated in terms of treatments admin- 
istered and mortality rates. Of the 23 cases overall, 19 were 
treated in the intensive care unit, whereas 4 were admitted to 
normal patient ward. Microbiological cultures were obtained 
and antibiograms were performed in tracheal aspiration or 
sputum samples. Mortality, time to mortality, growth in micro- 
biological samples, time to documented absence of growth in 
sputum samples, c-reactive protein (CRP) measurements, fever, 
and duration of follow-up after discharge were recorded. Due to 
small sample size formal statistical tests were not performed. 


Results 

All cases, i.e. 19 patients, with Acinetobacter infections in the 
intensive care unit subsequently proved to have ventilator - as- 
sociated pneumonia. Among the isolated species from these 19 
patients, only 2 (11%) were susceptible to carbapenem. There- 
fore, these two patients responded to a course of carbapenem 
and have now completed 1 year of follow - up. 

Of the 17 cases (89%) with carbapenem - resistant Acineto- 
bacter infection, 11 (64%) were susceptible to cefaperazone + 
sulbactam. Among these 11 cases with cefaperazone + sulbac- 


Table 1. The treatments and mortality in patients with carbapenem-resistant Acinetobacter 


infection in intensive care unit 


tam - susceptible but carbapenem- resistant cases, 2 died fol- 
lowing colistin monotherapy, while 2 died before a treatment 
was given. Of the latter two cases, the results of the sputum 
cultures could only be available on the day of death precluding 
any treatments. Of these 11 patients with cefaperazone + sul- 
bactam-susceptible but carbapenem - resistant infection, one 
died despite treatment with cefaperazone + sulbactam. Follow- 
ing CRP and clinical response, this case had resurgence of CRP, 
and probably died after a new infection before the causative 
agent was detected. In 6 of the 11 cases with cefoperazone + 
sulbactam - susceptible but carbapenem - resistant infection, a 
response to cefoperazone + sulbactam could be obtained with 
subsequent discharge. 

The remaining 6 cases (35%) with carbapenem - resistant 
Acinetobacter had cefoperazone + sulbactam resistant infec- 
tion. Of these, 4 were susceptible to colistin only (percentage 
of cases with carbapenem - resistance and exclusive colistin 
- susceptibility, 24%) while 2 also had amikacin susceptibility. 
Of the 6 cases with carbapenem - resistant and cefoperazone 
+ sulbactam resistant Acinetobacter infection, one received 
colistin + rifampicin combination, who had no growth in the 
sputum culture on day 8, with reduction in CRP and subsequent 
discharge. The patient has now completed 1 - year of follow-up. 
The second case died on the first day of colistin monotherapy. 
The third case received colistin + amikacin due to susceptibility 
to both amikacin and colistin. Although there was no growth on 
day 3 of the treatment, CRP did not decrease and no clinical 
response to treatment was observed. A repeat sputum culture 
revealed meticilline - resistant Staphylococcus aureus (MRSA) 
and the patient died on the day of documented MRSA. This pa- 
tient also had signs of renal failure. The fourth case had amika- 
cin susceptible Acinetobacter infection and received colistin + 
amikacin combination. On Day 9 of the treatment there was no 
growth in the sputum culture, despite no decrease in CRP. This 
patient also died. The fifth case received colistin monotherapy, 
with no CRP response and no growth in sputum culture on Day 
4. He developed renal toxicity and electrolyte disturbance, at- 
tributed to antibiotic treatment, and died following cardiac ar- 
rest. Again, microbiological growth was detected in the sixth 
case on the day the patient died due to cardiac 
arrest developing at Day 1 of treatment. Table 1 


shows the treatments and mortality in patients 


Case Threat- Sputum CRP Complica- Mortalit! Mortality  Follow- . F ‘ F 
7 : eat ce ales soot with carbapenem - resistant Acinetobacter infec- 
ment culture response _ tions day up 
1. colistin+  8.day, yes no no - 1-year of oe 
rifampicin no moo. follow-up Of the 4 patients admitted to the normal patient 
2 colistin 2 : E yes 1.day ward, 3 had carbapenem resistant Acinetobacter. 
3. colistin+ 3.day,no no renal failure yes 5.day One of these cases had meropenem susceptible 
amikacin ee infection and he was receiving concomitant anti- 
acter, 
but MRSA tuberculous treatment. He is currently being fol- 
de colistin+  9.day, as Ae yes 9.day lowed - up by an outpatient tuberculosis clinic. Two 
amikacin no m.o. patients had cefoperazone + sulbactam suscepti- 
5. colistin 4.day, no renal failure yes 4.day ble infections and were discharged following suc- 
no m.o. / electrolyte . 
dicturbance cessful treatment with cefoperazone + sulbactam. 
6. colistin 7 - ies day Among the three carbapenem-resistant cases in 


the normal patient ward group, one only had co- 


*: after threatment 

**:m.o: microorganisms 

CRP: C-Reactive Protein 

MRSA: Methicillin-resistant Staphylococcus aureus 


listin susceptibility and received colistin and tige- 
cycline. The patient was also receiving concurrent 
hemodialysis. At day 10 there was no growth in 
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the sputum culture and he was eventually discharged. All pa- 
tients who received combined colistin therapy or colistin mono- 
therapy are listed in Table 2. 


Table 2. The treatments and mortality in patients who receive combined colistin therapy or 


colistin monotherapy 


ity rate is high and colistin currently represents the last resort. 
A consideration should be given to rifampicin plus tigecycline 
combination in carbapenem resistant Acinetobacter infections. 
Further studies are warranted to better define the role 
of combinations and to establish standard protocols. 


intensive care unit 


normal A , . . a 
uthors’ contributions: OED planned the study, col- 
Threatment cefaperazone + cefoperazone patient Mortality _Total P ¥ 
sulbactam- + sulbactam Warde lected data and wrote the paper. AT and SA helped to 
susceptible resistant . 
ene collect data and write the paper. 
mono colistin 2 case 3 cases* - yes 5 cases 
therapy 
Competing interests 
combined  colistin/ - 2 cases - yes 4 cases v 9 
therapy amikacin The authors declare that they have no competing in- 
Colistin/ - 1 case - no terests. 
rifampicin 
colistin/ - - lcase no References 
tigecycline 1. Paul M, Carmeli Y, Durante-Mangoni E, Mouton JW, Tacconelli E, 
7 ; ee Theuretzbacher U et al. Combination therapy for carbapenem-resis- 
: Two cases died on the first day of colistin monotherapy : ; . tant Gram-negative bacteria. ) Antimicrob Chemother 2014;69:2305- 
**: One patients had karbapenem and cefoperazone + sulbactam resistant infections. The 9 


other 3 patients in normal patient ward had karbapenem or cefoperazone + sulbactam 
susceptible and were discharged following successful treatment with karbapenem or cefo- 


perazone + sulbactam. 


Discussion 

In a recent review examining the treatment of Acinetobacter 
infections, three studies have been found that demonstrated 
a superiority of combination treatment over monotherapy in 
multiple-drug resistant Acinetobacter including carbapenem. 
The authors have concluded that combined treatment may be 
recommended for severe disease [2]. In our patient group, 5 
subjects had monotherapy as compared to 4 patients receiving 
combined treatment. Of the combinations, 2 involved amikacin, 
and one of these patients died with electrolyte disturbances 
and renal toxicity. One case had colistin plus rifampicin and 1 
had colistin plus tigecycline combination, with good response. 
On the other hand, all of the five patients receiving monother- 
apy died. 

Again in another recent publication, the lack of data demon- 
strating the efficacy of combination therapy has been empha- 
sized, despite the common use of combinations in the clinical 
practice [3]. In that paper, data obtained across 28 Spanish 
hospitals were analyzed. Most of the patients involved in the 
assessment were receiving mechanical ventilation (68.6%) and 
the most common type of infection was pneumonia (50.5%). 
The agents that were most commonly used in combinations 
were colistin (67.6%) and carbapenem, while the combination 
utilized with the highest frequency was colistin-tigecycline 
(27.3%). The observed 30 - day mortality rates in monothera- 
py and combination therapy were 23.5% an 24.2% (p = 0.94), 
showing no mortality benefit with combination. On the other 
hand, among our patients with carbapenem resistant Acineto- 
bacter who received colistin (n = 9), one (11.1%) had colistin 
plus tigecycline and one (11.1%) had colistin plus rifampicin, 
and both cases responded well to these regimens. The mortal- 
ity rate in 5 patients (55%) receiving monotherapy was 100%. 
Although it is not possible to draw firm conclusions due to small 
sample size, our observations suggest a better efficacy for the 
combination. 


Conclusion 
In multiple drug resistant Acinetobacter pneumonia the mortal- 
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Ozet 

Smith-Lemli-Opitz sendromu (SLO) otozomal resesif kalitimla gegen multip! kaon- 
jenital anomaliler, mikrosefali, miiskiler hipotoni ve agir gelisimsel gerilikle seyre- 
den kalitsal bir hastaliktir. Bu sendroma 7-dehidrokolesterol rediiktaz enzimindeki 
eksiklik neden olur. SLO hastalari misktiler hipotonisitenin neden oldugu azalmis 
motilite ve solunum eforundan kaynaklanan tekrarlayan solunum yolu enfeksiyon- 
lari gésterirler. Bu calismada tekrarlayan tiriner sistem enfeksiyonlari gosteren, 
kronik diyaresi olan ve rektal siirtintti kiilturlerinde Klepsiella pnomonia pozitifli- 
gi saptanan 1 yasinda bir erkek hastada sunulmustur. Hasta ayni zaman da im- 
munglobulin G (IgG) degerleri 50-100 mg/dL arasinda olacak sekilde belirgin aga- 
maglobulinemiye sahipti. Hastanin takiplerinde intavenéz immiinoglobulin replas- 
mani ile belirgin klinik iyilesme gozlendi. Bu ¢alisma ile SLO hastalarinda tekrar- 
layan enfeksiyonlarin goériilmesi ile altta yatan bir immtin yetmezligin olabilecegi 
akilda tutulmasi gerektigi vurgulanmak istenmistir. 
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Abstract 

Smith-Lemli-Opitz syndrome (SLO) is a rare autosomal recessive (AR) inherited 
genetic disorder characterized by multiple congenital anomalies, microcephaly, 
muscular hypotonia, and severe developmental delay. The deficiency of 7-de- 
hydrocholesterol reductase enzyme leads to this syndrome. Patients with SLO 
display recurrent respiratory infections due to secondary muscular hypotonia 
which leads to decreased motility and respiratory effort. In this study, we report a 
1-year-old boy with SLO presented with recurrent urinary infections and chronic 
diarrhea with Klebsiella pneumonia positivity in the rectal swabs. The patient 
had also markedly decreased immunoglobulin G (IgG) between 50-100 mg/dL. In 
follow-up of patient, markedly clinical improvement was observed with intrave- 
nous immunoglobulin (IVIG) replacement. With this study, we would like to draw 
attention; recurrent infections may indicate primary immunodeficiencies such as 
agammaglobulinemia in patients with SLO. 
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Introduction 

SLO is an AR inherited genetic disorder caused by 7-dehydro- 
cholesterol (7-DHC) reductase enzyme deficiency in the choles- 
terol biosynthesis. The incidence of SLO syndrome is estimated 
as 1/20000-1/70000 [1]. Patients with SLO are characterized 
by characteristic face appearance with microcephaly, ptosis, 
anteverted nares and micrognathia, severe developmental de- 
lay, and skeletal abnormities such as syndactyly, postaxial poly- 
dactyly. Patients with SLO have markedly decreased cholesterol 
and markedly elevated 7-DHC levels. 7-DHC levels are also 
used as a biomarker in diagnosis of patients with SLO [1-2]. 
The DHCR7 gene is located on chromosome 11q12-13 identi- 
fied as causative gene [3]. These patients present with recurrent 
respiratory infections due to secondary to muscular hypotonia 
which leads to decreased respiratory effort. Primary immu- 
nodeficiencies have been rarely reported in the SLO patients 
[4]. Herein, we reported a 1-year-old boy with SLO presented 
with recurrent urinary infections and chronic diarrhea with K. 
pneumonia positivity in the rectal swaps. The patient had also 
agammaglobulinemia. 


Case Report 

A 1-year-old boy was born as a first child of unconsanguine- 
ous parents. The pregnancy was normal in term of fetal move- 
ments. The patient was born as a preterm and small for gesta- 
tional age (SGA) baby with weight: 1730 gram (< 3p), length: 39 
cm (< 3p), and head circumference: 29 cm (<3p) at the 35 weeks 
of gestation age. At the 3 months of age, he was referred to our 
clinic for diagnostic purposes. Physical examination revealed 
hypotonia, bitemporal narrowing, ptosis, prominent eyes, short 
nose, bilateral low-seated ears, very high upper palate, micro- 
retrognathia, anteverted nares, bilateral partial syndactylia 
between the 2nd and 3rd toes, and scrotal hypoplasia (Fig.1). 
In his laboratory investigation, serum cholesterol and 7-DHC 
levels were found as 10 (140-200 mg/dl) and 6.6 (normal range, 
0.10 + 0.05 mg/dl) respectively. Clinical manifestations and 
markedly decreased cholesterol levels as well as markedly in- 
creased 7-DHC levels indicated SLO in the presented patient. 
Cranial MRI (magnetic resonance imaging) showed partial cor- 
pus callosum agenesia. At the 4 months of age, the percutane- 
ous endoscopic gastrostomy was performed due to oral feeding 
difficulty. In his follow-up, recurrent urinary infections were seen 
and he was hospitalized 3 times by one year. Abdominal ultra- 
sound and voiding cysto-urethrography were normal. Also he 
had chronic diarrhea, several times K. pneumonia was cultured 
in the rectal swabs. At one year of age, immunologic evaluation 
was found as follows; absolute neutrophil count (ANC): 2060/ 
mm: (1500-400), absolute lymphocyte count (ALC): 4500/mm: 
(2200-8100), CD3: 3900/mm: (1300-6000), CD4: 2600/mm: 
(700-4500), CD8: 1270/mm: (400-3200), CD19: 100/mm: (500- 
3600), NK: 530/mms (200-1300), IgG: 56 mg/dL (642-788), IgA: 
6.2 mg/dL (43-53), IgM: 12 mg/dL (79-110), IgE: 4.2iu/mL (0- 
50). Genetic test revealed compound heterozygous mutations 
(c.278 C>T and IVS7+1 G>A) in exon 9 in the 7-DHC reductase 
(DHCR7) gene (Table 1). However, we couldn't confirm agam- 
maglobulinemia with genetic test. Immunologic and clinical 
manifestations indicated x-linked agammaglobulinemia in the 
presented patient. Also, the older brother of mother had recur- 


Table 1. Immunologic findings of patient 


Patient Normal range 
ANC (mm?) 2060 1500-400 
ALC(mm*) 4500 2200-8100 
CD3 (mm*) 3900 1300-6000 
CD4 (mm*) 2600 700-4500 
CD8 (mm*) 1270 400-3200 
CD19 (mm?) 100 500-3600 
NK (mm*) 530 200-1300 
IgG (mg/dL) 56 642-788 
IgA (mg/dL) 6.2 43-53 
IgM (mg/dL) 9.2 79-110 
IgE (iu/ml) 12 0-50 


ANC: Absolute neutrophil count, ALC: Absolute lymphocyte count, NK: Natural 
killer cell 


Figure 1. At the age of 1 year. The appearance of patient was consistent with SLO 
characteristic microcephaly, bitemporal narrowing, microretrognathia, prominent 
eyes, ptosis, anteverted nares, bilateral low-seated ears, and bilateral partial syn- 
dactylia between the 2nd and 3rd toes. 


rent pneumonia and he had been interned 3 times which was 
consistent with agammaglobulinemia. 

Oral cholesterol supplementation was initiated as 50 mg/kg/ 
day and gradually increased to 100 mg/kg/day in one month. 
Also, intravenous immunoglobulin (IVIG) replacement was start- 
ed as monthly infusion. After the IVIG replacement therapy K. 
pneumonia positivity and recurrent urinary infections were not 
observed in follow-up of the patient. 


Discussion 

Cholesterol is a basic cellular membrane lipid molecule. It is 
highly important membrane permeability and intracellular sig- 
naling. Cholesterol is also involved in the synthesis of bile ac- 
ids, steroid hormones, and vitamin D. In patient with SLO, it is 
thought that pathogenesis of multisystem manifestations may 
due to cholesterol deficiency, toxic effects of 7-DHC and its 
compounds or a combination all of these factors. The diagnosis 
of SLO based on clinical manifestations and serum cholester- 
ol and 7-DHC levels. Although patients with SLO usually have 
markedly decreased cholesterol, sometimes mild phenotypic 
SLO patients may have normal cholesterol levels [1-2]. Some 
genetic syndromes such as x-linked chondrodysplasia punctata, 
CHILD syndrome, SC4MOL deficiency, Antley-Bixler syndrome, 
and HEM dysplasia are involved in cholesterol deficiency which 
characterized by multisystem malformations. These disorders 
have quite different manifestations and unique accumulation of 
biochemical metabolites which are important the pathogenesis 


Journal of Clinical and Analytical Medicine | 639 


Smith-Lemli-Opitz Sendromu ve Agamaglobulinemi / Smith-Lemli-Opitz Syndrome and Agammaglobulinemia 


of these disorders. In contrast to these disorders, patients with 
SLO have markedly elevated 7-DHC levels. Elevated 7-DHC lev- 
els are more specific to the patients with SLO than the others 
[2, 5]. Patients with SLO have an increased number of infections 
including otitis media, skin and lower respiratory infections due 
to secondary muscular hypotonia in childhood period. Although 
patients with SLO often have gastro-esophageal reflux and hy- 
potonia, aspiration pneumonia is rarely seen in their follow-up 
due to excessive gag reflex [6]. 

In the medical literature, two articles were reported associ- 
ated with primary immunodeficiencies in patients with SLO. In 
the first article, defective monocyte oxidative metabolism was 
described in a patient presented with recurrent wheezing and 
atopic dermatitis in 1992 [7]. In the second article, selective 
antibody immune deficiency against to the polysaccharide an- 
tigens was reported in a patient presented with recurrent up- 
per respiratory infection in 2005 [5]. Actually, patients with SLO 
present with recurrent respiratory tract infections due to sec- 
ondary to muscular hypotonia which causes decreased respira- 
tory effort. To our knowledge, the presented case is the first 
agammaglobulinemic patient with SLO. 

In conclusion, primary immunodeficiencies have been rarely 
reported in patients with SLO in the medical literature. In the 
presented case report, the association of SLO and agamma- 
globulinemia may be coincidental. However, this case indicates 
once again that detailed immunologic evaluation is required in 
patients with SLO who presented with recurrent infections. 
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Ozet 

Akut barsak tikanikligi genel cerrahi pratiginde en sik acil hastaliklardan biridir. 
Ameliyat sonrasi yapisikliklar, fitiklar ve kanserler barsak tikanikligi olan olgularin 
cogunlugunu olusturmaktadir. Ancak, sisirilebilir penil protez cihazlarina bagli ince 
barsak tikanmasi son derece nadir bir durumdur. 59 yasindaki erkek hasta karin 
agrisi, bulanti, kusma ve ishal ile acil servise basvurdu. Hastanin klinik ve ultraso- 
nografik bulgulari perfore apandisit ile uyumlu idi. Operasyonda, migrate olmus 
penil protez rezervuari ile ileum arasinda fibré6z bantin neden oldugu ince barsak 
tikanmasi tespit edildi. Hastaya barsak rezeksiyonu olmaksizin bridektomi uygu- 
landi. Sisirilebilir penil protez medikal tedaviye direncli erektil disfonksiyonu olan 
hastalar icin yaygin olarak kullanilir. Nadir olmakla birlikte, bu tur hastalarda, bar- 
sak tikanikliginin bir nedeni olarak penil protez her zaman akilda tutulmalidir. Bu 
nedenle, bu hastalar preoperatif ayrintili degerlendirilmelidir. 
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Abstract 

Acute intestinal obstruction is one of the most common emergent disorders in 
general surgery practice. Postoperative adhesions, hernias and cancers constitute 
the majority of cases with intestinal obstruction. However, small bowel obstruc- 
tion due to an inflatable penile prosthetic device is an extremely rare condition. A 
59-year-old male patient was admitted to emergency room with abdominal pain, 
nausea, vomiting and diarrhea. Clinical and ultrasonograpic findings were consis- 
tent with perforated appendicitis. At operation, a small bowel obstruction caused 
by a fibrous strand between migrated reservoir of the penile prosthesis and ileum 
was detected. Bridectomy without resection of bowel loop was performed for the 
patient. Inflatable penile prosthesis is widely used for the patient with erectile 
dysfunction refractory to medical treatment. Although rare, a penile prosthesis 
should always be kept in mind as a cause of intestinal obstruction in such cases. 
Therefore, these patients should be evaluated in detail preoperatively. 


Keywords 
Complication; Ileus; Intestinal Obstruction; Penile Prosthesis 


DOI: 10.4328/JCAM.3762 


Received: 13.07.2015 Accepted: 27.07.2015 Printed: 01.10.2015 J Clin Anal Med 2015;6(suppl 5): 641-3 


Corresponding Author: Murat Ozgiir Kili¢, Clinic of General Surgery, Numune Education and Research Hospital, Ankara, Turkey. 


GSM: +905053573122 E-Mail: muratO5ozgur@hotmail.com 


Journal of Clinical and Analytical Medicine | 641 


Penil Proteze Bagli ileus / Ileus Due to Penile Prosthesis 


Introduction 

Acute intestinal obstruction (AIO) is one of the most common 
emergent conditions in general surgery practice worldwide, ac- 
counting for approximately 15% of all acute abdomen cases 
[1]. Although postoperative adhesions, obstructed hernias and 
cancers are the most common causes of AIO, a variety of rare 
conditions can result in this clinical entity. Among those, migra- 
tion of penile prosthesis into the abdomen is extremely rare. As 
is well known, inflatable penile prosthesis has been widely used 
for men with erectile dysfunction. Several complications such 
as infection, reservoir herniation, and injury of the surround- 
ing tissues and organs have been described to date. However, 
best of our knowledge, only a few cases of AIO due to penile 
implants were reported in the literature [2-4]. There is also no 
report on this topic from Turkey. In this paper, a rare case of 
small bowel obstruction due to the migration of penile prosthe- 
sis was presented and discussed with the relevant literature. 


Case Report 

A 59-year-old man presented to the emergency room with 
abdominal pain, nausea, vomiting and minimal distention for 
three days. He also suffered from diarrhea for the last two days. 
The patient had several co-existing clinical disorders including 
diabetes mellitus and coronary artery disease, which were un- 
der medical treatment for a long time. He also had a history of 
penile prosthesis surgery due to diabetic erectile dysfunction 
12 years ago. On physical examination, there were tenderness, 
defense and rebound tenderness at the lower part of abdomen. 
Routine laboratory tests showed increased inflammatory mark- 
ers (WBCs: 14.0 K/ ul, CRP: 94.4 mg/l). Abdominal X-ray dem- 
onstrated moderate nonspecific dilations of the small bowel, 
with no pneumoperitoneum. On ultrasonography, a 8 cm tubular 
structure without response to compression and an amount of 
fluid within the small bowels were detected, which strongly sug- 
gested a perforated appendicitis. At laparotomy via lower mid- 
line incision, it was seen that the reservoir of the penile pros- 
thesis migrated into the abdomen and a rigid fibrous strand 
was present between the reservoir and terminal ileum, which 
caused a nearly complete intestinal obstruction (figure 1A,B). 


Figure 1. A. Penile prosthesis device migrated into the abdominal cavity B. The 
view of the ileal part of the firm fibrous band after bridectomy. The dilated small 
bowel proximal to fibrous strand can be also clearly seen. 


The appendix was dilated and hyperemic due to intra-abdomi- 
nal fluid. There was no severe ischemic damage or necrosis in 
the intestines, therefore a bridectomy with the removal of im- 
plant was performed. The postoperative course was uneventful 
and the patient was discharged on day five. A written consent 
form was also obtained from the patient for this study. 


Discussion 

The management of AIO is often a surgical challenge due to 
various clinical and radiological findings. It may be sometimes 
confused with other causes of acute abdomen, or the primary 
etiology may not be always clearly determined preoperatively, 
particularly in cases of incomplete obstruction. Similarly, our 
patient had physical findings of acute abdomen and a mild diar- 
rhea with a minimal distension, which did not suggest an intes- 
tinal obstruction as initial diagnosis. Moreover, the ultrasound 
findings pointing perforated appendicitis, and nonspecific ab- 
dominal X-ray led to incorrect preoperative diagnosis. 

It is well known that intra-abdominal adhesions are respon- 
sible for up to 70% of cases with AOI [5]. These adhesions are 
fibrous strands extending between various abdominal organs 
and structures, and are mostly associated with any intra-ab- 
dominal or pelvic surgery such as colectomy, appendectomy 
and hysterectomy [6]. Intra-abdominal infectious disorders and 
foreign bodies such as peritoneal dialysis catheters and drains 
can also cause strong adhesions within the abdominal cavity, 
which can lead to AlO. However, migration of a penile implant 
into the abdomen causing an intestinal obstruction is an excep- 
tionally rare condition. In the literature, there are a few reports 
on this unusual complication of penile prosthetic devices, which 
are mostly as single cases. Penile prosthetic devices have been 
commonly used in patients with erectile dysfunction refractory 
to medical treatment over the past 50 years, and supplement 
the function of the erectile bodies to achieve penile rigidity, just 
like a real erection [7]. These devices can be either external 
or implanted. Despite the technological improvements in in- 
flatable penile prosthesis in recent years, it still carries risk of 
complication including infection, mechanical problems, injury to 
bladder and surrounding tissues, herniation to the abdominal 
cavity causing intra-abdominal injuries or bowel obstruction 
[4,8]. Intestinal obstruction can be caused by the intraluminal 
migration of the reservoir of the penile prosthesis or fibrous 
strands between the herniated reservoir and intestinal loops. 
Bridectomy is a sufficient surgical intervention for the cases of 
bowel obstruction with mild operative findings, as was in our 
case. Resection of affected loops is required in case of bowel 
necrosis or perforation. 

In conclusion, intestinal obstruction is a common surgical dis- 
order, with various physical symptoms and signs from mild 
to severe. Therefore, the patients presenting with the clinical 
findings of intestinal obstruction or acute abdomen syndrome 
should be evaluated as a whole, especially in terms of their 
medical history. Although rare, AlO due to penile implant always 
should be kept in mind for an accurate management of such 
cases. 
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Ozet 

Cocuk istismari, giderek 6nem kazanan bir konu olup bir gocuk istismari tipi olan 
gocuk ihmali; bilerek veya bilmeyerek ¢ocuga zarar verme davranisidir. Bu yazimiz- 
da bez dermatiti nedeniyle 11 ay boyunca topikal klobetazol 17-propionat kullanil- 
mas! sonucu iyatrojenik cushing sendromu gelisen on ig aylik bir erkek cocuk olgu, 
iyatrojenik Cushing sendromunun bir cesit cocuk ihmali olup olmadiginin tartisil- 
mas! amaciyla sunulmaktadir. Cocugunun sagligini korumak ve hastalandiginda 
tedavisi ile ilgili yapilmasi gerekenleri 6grenmek ailelerin temel gorevlerinden bi- 
ridir. Saglik calisanlari tarafindan ailelerin yeterli oranda bilgilendirilmesinin sag- 


lik alanindaki cocuk ihmallerini azaltacagi kanisindayiz. 
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Abstract 

Child abuse is an increasingly important issue. One of the main types of abuse 
is child neglect, that is, behavior in which the child is knowingly or unknowingly 
injured. In this article; we report a case of iatrogenic Cushing’s syndrome due to 
clobetasol 17-propionate treatment that was used inappropriately, in order to 
discuss whether or not this is a form of child neglect. It is one of the basic tasks 
of families to protect the health of the child and learn how to treat that child 
when he or she is ill. We believe that by being adequately informed by the health 


professionals, families may reduce the risk of child neglect. 
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Introduction 

Diapers sometimes cause inflammation where they come into 
contact with the skin, a condition known as “diaper dermati- 
tis”. As it is generally improved with short-term topical cortico- 
steroid therapy, topical corticosteroids are often the preferred 
group of drugs appropriate or inappropriate prescribed by doc- 
tors to treat this condition [1]. 

Corticosteroids are generally effective when used at the appro- 
priate dosage and for the appropriate duration in accordance 
with the patient’s age and symptoms; however, quite serious 
systemic and local side effects may appear if used in inappro- 
priate doses for a long period of time [2,3]. 

Child abuse is an increasingly important issue. One of the main 
types of abuse is child neglect, that is, behavior in which the 
child is knowingly or unknowingly injured. 

In this article; we report a case of iatrogenic Cushing’s syn- 
drome due to clobetasol 17-propionate treatment that was 
used inappropriately, in order to discuss whether or not this is 
a form of child neglect. 


Case Report 

A thirteen-month-old male patient was admitted to our clinic 
with a cough and fever. Our patient was born at term weighing 
3750 grams and was the 31-year-old mother’s third pregnancy. 
Due to diaper dermatitis, the infant was prescribed clobetasol 
17-propionate at the age of two months. The dermatitis did not 
improve, so the family continued using the same drugs on the 
area for eleven months. 

On physical examination, pulse rate was 92 beats / min, respi- 
ration was 27 breaths / min, blood pressure was 80/50 mmHg, 
body weight was 8.8 kg (10-25 percentile), and height was 76 
cm (10-25 percentile). The patient had a Cushingoid appear- 
ance (Figure 1). | Laboratory findings showed that the com- 
plete blood count and biochemical values were within normal 
limits. When the patients’ blood was taken in the morning, the 
level of adrenocorticotropic hormone (ACTH) was 7.22 pg / ml 
(normal range 10-50 pg / ml), and cortisol levels <0.01 mg / dl 
(normal range 6.7 to 22.6 mg / dL). 

latrogenic Cushing’s syndrome was diagnosed in the patient, 
and use of the cream used was immediately ceased. The 
Cushingoid appearance of the patient was also seen to improve 
on subsequent follow-up. 


Discussion 

Child abuse and neglect are serious problems worldwide, hav- 
ing lasting negative impacts on the physical and mental health 
of children. Forms of child abuse include physical abuse, sexual 
abuse, emotional abuse, and child neglect. There are many dif- 
ferent subtypes of child neglect. Physical neglect is the failure 
to provide appropriate nutrition, hygiene, clothing, supervision, 
and medical care for children, while medical neglect can occur 
in different forms, and can cause harm or death in some cases 
[4-6]. 

Many factors can lead to medical neglect, preventing children 
from receiving appropriate medical care. Caregivers may not 
recognize signs or symptoms in their children that could be a 
precursor to serious illness. They may also understand why it is 
important to follow the instructions of the physician [7,8]. 


Figure 1. Cushingoid appearance of patient 


Long-term use of topical corticosteroids that caused iatrogenic 
Cushing’s syndrome in our patient could count as a form of 
medical neglect, which emerged due to the ignorance and low 
educational level of the family. Families should have sufficient 
knowledge to protect their children’s health. If they do not seek 
treatments for diseases when they occur, this is a form of pas- 
sive child neglect. We believe that it is essential that the infor- 
mation provided by health professionals is clearly expressed so 
that families can understand how to use prescribed drugs and 
administer treatment. 

It is one of the basic tasks of families to protect the health of 
the child and learn how to treat that child when he or she is 
ill. We believe that by being adequately informed by the health 
professionals, families may reduce the risk of child neglect. 
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Ozet 

Kadin genital organlarina ekstragenital kanserlerin metastaz yapmasina nadiren 
rastlanir. Uterin serviks, kadin genital sisteminde en nadir olarak dis organ metas- 
tazi alan bélgedir. Bu yazida, overler ve uterin servikse sessiz metastaz yapmis bir 
opere meme kanseri olgusu sunulmustur. Oykiistinde meme kanseri olan olgular- 
da jinekolojik organlarin metastaz yoniinden dikkatlice degerlendirilmesi, ozellikle 
vajinal kanama veya sipheli ultrasonografik bulgulari olan olgularda olmak iizere 
6nem tasimaktadir. Uterin serviks de potansiyel bir metastatik saha olarak mutla- 


ka degerlendirme kapsamina alinmalidir. 
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Abstract 

Metastases to female genital organs from extragenital cancers are uncommon. 
Uterine cervix is one of the less uncommon site of the genital tract for extrageni- 
tal organ tumors. We present a case of operated breast cancer who had silent 
metastases to the ovaries and uterine cervix. Metastatic involvement of the gyne- 
cologic organs should be considered in women with a history of breast cancer who 
present with vaginal bleeding or suspicious changes on transvaginal ultrasound. 


Uterine cervix should always kept in mind as a part of metastasis. 
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Introduction 

Metastasis of distant malignancies to the cervix uteri is a rare 
occurrence with a frequency of 0,3 % for all tumors [1,2]. How- 
ever, the frequency of cervical metastasis of breast cancer is 
much lower and there are only 35 breast cancer with cervical 
metastasis cases reported in literature [3]. Because of the situ- 
ation was rather uncommon, it might be difficult to diagnose 
for the clinician. 


Case Report 

A 40 years old woman with a history of breast cancer was re- 
ferred to the gynecology out-patient clinic for routine control. 
She had a history of left sided total mastectomy and axilllary 
lymph node dissection operation because of a malign mass in 
her left breast and 6 courses of TAC (Docetaxel, Adriamycin, 
Cyclophosphamide) chemotherapy and 25 days of radiotherapy 
(a total dose of 5000 cGy) after the operation. She was at the 
20th months of the adjuvant chemotherapy. Hormonotherapy 
with Goserelin and Tamoxifen was planned because of the posi- 
tive (90%) estrogen and progesterone hormone receptors in 
the pathologic examination of the tumoral tissue. The physi- 
cal examination and findings at imaging of the genital organs 


were completely normal (Figure 1). Total hysterectomy with 


Figure 1. No finding is seen in servix (arrowed) on sagitally reformatted pelvic 
MDCT. 


bilateral adnexectomy was planned because of the patient’s 
anxiety about the breast tumor and willingness for the opera- 
tion. The appearance of the intraabdominal organs including 
the uterus and the adnexes were normal. The pathologic in- 
vestigation revealed that metastasis of invazive lobular breast 
cancer in bilateral ovaries and the uterine cervix. The micro- 
scopic tumor areas was found in the exocervical area and in 
the lymphatic vessels. On macroscopic examination there was 
not any mass in the uterine cervix, uterus and bilateral ovaries. 
Endometrium and myometrium had no significant pathological 
findings. However, beneath the normal squamous epithelium of 
the cervix and in more deeper stromal areas there were mul- 
tiple foci of non-cohesive cells having hyperchromatic nuclei 
and scanty cytoplasm, some with signet ring-cell appearance. 
These cells formed no organoid pattern (Figure 2). In some ar- 
eas the tumor cells were seen in lymphatics forming thrombi. 
On sections from both ovaries, similar cells were found to dif- 
fusely infiltrated ovarian stroma (Figure 3). Immunohistochemi- 
cal (IHC) analysis revealed reactivity for cytokeratin, estrogen 
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Figure 2. Foci of tumor comprising with non-cohesive cells just beneath the squa- 
mous epithelium of the uterine cervix (H&EX100). 
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Figure 3. Diffusely infiltrating tumor cells of in the ovary (H&EX40), inset 
(H&EX100). 


receptor (ER), progesterone receptor (PR), mammoglobulin and 
gross cystic disease fluid protein-15 (GCDFP-15), whereas the 
cells were negative for E-cadherin (Figure 4-5). All these find- 
ings were consistent with the patient’s history having lobular 
carcinoma in her breast . The result of the pathologic investi- 
gation was consulted with medical oncology department and 
additional chemotherapy with Gemcitabine and Kapesitabin (1- 
8/ 28 days) was decided to start. The patient is under the 4th 
course of chemotherapy with normal imaging on computerized 
tomographic examination. 


Figure 4. Positivity of tumor cells with cytokeratin, left side-ovary (X40) and right 
side-uterine cervix (X100). 
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Figure 5. Tumor cells infiltrating uterine cervix showing positivity with A) mammo- 
globulin (X400) B) GCDFP-15 (X400) C) PR (X200) D) ER (X200). 


Discussion 

Uterine cervix is a curious area for extragenital tumor metas- 
tases. Mazur et al collected a series of 149 cases metastases 
to the female genital tract from extragenital cancers and only 
3,4% (5/149) cases were found to be metastasized to uterine 
cervix [4]. The most common sites of the primary tumor were 
the breast and the stomach in cervical metastasis from the ex- 
tragenital organ cases [5]. 

Although genital organs are not common sites for the meta- 
static spread of the extragenital tumours, if a metastatic 
spread is being discussed, the ovaries are the most common 
gates to the genital tissues because of the intrinsic features of 
ovarian stroma. It is thought that, the uterus and cervix might 
be possibly influenced by lymphatic spread from the ovary to 
the other genital sites [3]. 

The most common presenting symptom was abnormal vaginal 
bleeding (57%) followed by suspicious changes of the cervix on 
transvaginal ultrasound [6]. However, no clinical sign was pres- 
ent in 32% of the patients in literature and 41% of the reported 
cases were found only at autopsy [7]. Cervical cytology could 
diagnosed the neoplastic cells in only 50% of these cases [1]. 
No gynecologic sign or symptom was found in our patient and 
the result of the cervical cytologic was clear, as well. The only 
indication for operation was patient’s anxiety and persistence 
for the operation. Prophylactic gynecologic operations in pa- 
tients with predisposition to cancer are shown to be reduced 
the overall cancer risk. However, early onset menopause is an 
adverse effect which had to be discussed with the patient [8]. 
Metastatic involvement of the genital organs including the cer- 
vix should be considered in women with a history of breast can- 
cer who present with vaginal bleeding or abnormal ultrasound. 
It should be kept in mind that sometimes these metastases 
might be asymptomatic and patient’s desires should be taken 
into account while giving decision about her disease. 
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Ozet 

Pulmoner emboli viicudun baska bir yerinden kaynaklanan bir olusumla ile pulmo- 
ner arterlerin tikanmasi ve erken teshis ve tedavi edilmedigi takdirde yuksek éltim 
oranina sahip bir hastaliktir. Tiberkiiloz Mycobacterium tuberculosis’in neden ol- 
dugu genellikle akcigerleri etkileyen bir hastalik olup viicudun diger organlari da 
etkilenebilmektedir. Burada nefes darligi, kilo kaybi ve gece terlemeleri, nefes dar- 
lig sikayetleri ile klinigimize basvuran altmis tic yasinda bir kadin hasta sunulmak- 
tadir. ileri yasta kilo kaybi ve gece terlemesi, bir maligniteyi diistindiirmuls olmakla 
beraber tiim6r belirtecleri negatif saptandi. Sigara igmeyen daha onceden saglikli 
olan bir bireyde diisuk oksijen saturasyonu pulmoner emboliden stiphelendirmistir. 
Akcigerin bilgisayarli tomografi anjiyografisinde lenfadenopati ve pulmoner em- 
boli saptandi. Servikal lenf nodu eksizyonunun patolojik degerlendirmesinde kaze- 
ifikasyon nekrozu saptandi. Sonu¢ olarak pulmoner emboli tanili olan hastalarda 
kilo kaybi ve oksijen saturasyonunda diisme varsa maligniteyle beraber tiiberktilo- 
zun da ekarte edilmesi gerekmektedir. 
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Abstract 

Pulmonary embolism is occlusion of pulmonary arteries with a material originat- 
ing from another part of the body and has a high fatality rate if not diagnosed 
and managed early. Tuberculosis is an infection caused by mycobacterium tuber- 
culosis, generally effecting lungs but involvement of other parts of the body is 
possible. Here we report a sixty three years old woman who admitted to our clinic 
with complaints of shortness of breath, weight loss and night sweats. Weight loss 
and night sweats in old age were suggestive of a malignancy but tumor markers 
were negative. Low oxygen saturation in a non-smoking previously healty person 
arise suspicion of pulmonary embolism. Computed tomography pulmonary angi- 
ography revealed lymphadenopathy and pulmonary embolism. Pathology of the 
servical lymph node revealed caseation necrosis. In conclusion in patients with 
pulmonary embolism who has weight loss and low oxygen saturation beside the 
malignancy tuberculosis also should be excluded. 
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Introduction 

Pulmonary embolism (PE) is occlusion of pulmonary arteries 
with a material originating from another part of the body and 
has a high fatality rate if not diagnosed and managed early. 
The causes of pulmonary embolism can be venous thrombo- 
embolism (VTE), and nonthrombotic embolism like septic, fat, 
air, amniotic fluid and tumour embolism. Patients might present 
with different variable clinical presentation and often have non- 
specific complaints which make the diagnosis challenging. The 
reported annual incidence of VTE differs ranging between 23 
and 69 cases per 100,000 population, [1, 2] with approximately 
one third of patients presenting with acute PE and two thirds 
with deep vein thrombosis [3]. Tuberculosis is a major health 
problem in undeveloped and developing countries like Turkey 
with a various presentations and complications. Tuberculosis 
can lead to hypercoagulability, increased venous stasis, and en- 
dothelial dysfunction, thus increasing the susceptibility to (VTE) 
and pulmonary thrombo embolism (PTE). Here we report a sixty 
three years old woman who had lymph node tuberculosis and 
PE. 


Case Report 

A sixty three years old woman admitted to our clinic with com- 
plaints of shortness of breath, weight loss and night sweats. Her 
medical and family histories were unremarkable. Her physical 
examination revealed normal body temperature (360C), heart 
rate of 100 beats per minute, respiratory rate of 20 breaths per 
minute, blood pressure of 110/80 mm Hg, and SpO2 of 85% 
on room air. Physical examination revealed servical lymphade- 
nopathy (Picture 1). Physical examination of the chest revealed 


ee an 


Picture 1. Enlarged servical lymph nodes of the patient. 


normal vesicular sounds. Weight loss and night sweats in old 
age were suggestive of a malignancy but tumor markers were 
negative. Low oxygen saturation in a non-smoking previously 
healty person arise suspicion of pulmonary embolism. Comput- 
ed tomography pulmonary angiography revealed lymphadenop- 
athy and pulmonary embolism (Figure 1). Servical lymph node 
excision revealed caseation necrosis (Picture 2). 
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Picture 2. Caseation necrosis of the lymph node specimen (Black arrow) (HEx200). 


Discussion 

Tuberculosis is a major health and public problem in undevel- 
oped and developing countries. PTE is the third greatest cause 
of mortality from cardiovascular disease, after myocardial in- 
farction and cerebrovascular stroke [4]. The real number is 
likely to be much more than expected, since the condition goes 
unrecognised in many patients. In a study Ozbay et al. reported 
a higher rate of pleural and meningeal involvement among ex- 
trapulmonary tuberculosis cases than expected [5]. Drawing at- 
tention to tuberculous meningitis because of its high mortality 
rate. Tuberculosis mostly effects the lungs but may have more 
serious outcomes like meningitis and pulmonary embolism. This 
case highlights the occurrence of lymph node tuberculosis and 
pulmonary embolism in a patient with lymph node tuberculosis 
with no risk factors for thromboembolism, a significant but rare 
association posing a diagnostic dilemma which may have seri- 
ous prognostic implications. 

It has been shown that recent respiratory infection, acute in- 
fection and raised inflammatory markers, are associated with 
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increased risk of thromboembolic disease [6]. It has been re- 
ported that prevelance of PTE in patients with pneumonia as 
high as 10% [7]. Another study has proven that there are strong 
associations between recent respiratory infection and venous 
thromboembolism which may be related to the severity of the 
infection [6]. There are obvious evidences about the hyperco- 
agulability state in tuberculosis [8]. Co-existance of lymph node 
tuberculosis and pulmonary embolism is a rare entity. Increase 
in plasma fibrinogen and factor VIII, and reactive thrombocy- 
tosis might be reasons of hypercoagulability in tuberculosis 
patients. In our case, in addition to above mentioned factors 
stasis due to local compression of veins by the enlarged reac- 
tive lymph nodes or immobility caused by respiratory compro- 
mise, and or endothelial dysfunction might be reasons leading 
to pulmonary embolism. 

In conclusion in patients with pulmonary embolism who has 
weight loss and low oxygen saturation beside the malignancy 
tuberculosis also should be excluded. Although the differential 
diagnosis is difficult in tuberculosis because of the non- spesific 
clinical and radiological findings, still is easier than of pulmo- 
nary embolism which requires specific diagnostic tools. Clini- 
cians must be carefull, acute onset of symptoms like shortness 
of breath, pleuritic chest pain, and hypoxemia must arise suspi- 
cian. 
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Ozet Abstract 


Pelvik kiriklarinin en 6nemli komplikasyonlarindan biri mesane riptiriidtir. Pelvis One of the most important complications of pelvic fractures is bladder rupture. 


kiriklarinin potansiyel komplikasyonlarindan biri de mesane yaralanmalarina bagli Potential complications of pelvic fractures caused by bladder ruptures are vesico- 


olarak gelisen vesikovajinal,vesikorektal, vesikouterin fistiillerdir. Literatuirde na- . ‘ A 7 P 
Bells ane yale ou e u vaginal, vesicorectal, vesicouterine and urethrorectal fistulas. Along with bladder 


dir rastlanan mesane riiptiiii ile birlikte, femur suprakondiler bolgede civi dibin- 

rupture, which is rarely encountered in the literature, the case of urinary fistula 
den iiriner fisttilizasyon olgusunu sunmay! amacladik. Pelvis kirigi olan hastalar- 

from pin tract in femur supracondylar region was represented. The case of the 
da iskelet traksiyonu civisi dibinden gelen sivinin tel dibi infeksiyonunun yan sira 


bladder rupture induced by pelvic fracture that associated with urinary fistulisa- 
¢ok nadir bir komplikasyon olan mesane fistiilizasyonu da olabilecegi akilda tu- 


tion between bladder and pin tract from femur supracondylar region was reported. 


tulmalidir. 
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Introduction 

Roughly 90% of all bladder ruptures are associated with pelvic 
disruption; however, only 9% to 16% of all pelvic disruptions 
have a concomitant bladder rupture [1]. Vesicovaginal, vesicor- 
ectal, vesicouterine fistula is a well-known surgical problem de- 
fined as an abnormal connection between the urinary bladder, 
the vagina, the rectum and the uterine [1-4]. Vesicocutaneous 
fistulas are characterized as an aberrant connection between 
the urinary bladder and the skin. Their formation has been as- 
sociated with postsurgical complications, trauma as the result 
of bladder entrapment by external pelvic fixator [5]. Further- 
more, no report has been published describing bladder rupture 
and urine fistula between-bladder and supracondylar pin tract 
after pelvis fracture. We present the unique case of bladder rup- 
ture and urine fistula between-bladder and supracondylar pin 
tract after blunt pelvic trauma resulting from a traffic accident. 


Case Report 

The case is a 63 year-old female patient. As a result of in-vehi- 
cle traffic accident, in another centre pelvic external fixator and 
bilateral skeletal traction were applied to the case due to frac- 
ture of left ischium, right iliac wing fracture and right sacro- 
iliac joint separation (Tile Type C1-2) [6] (Fig.1) . The case was 
transferred to emergency service of our hospital and primary 


Figure 1. Left ischium pubic branch fracture, right iliac wing fracture, right sacro- 
iliac joint separation (Tile Type C1-2) are seen in X-Ray graph. 


Figure 2. Leakage of methylene blue from pin tract after the bladder was filled 
with methylene blue 


Figure 3. Leaking of radio opaque substance from bladder to pin tract according 
to bladder cystogram. 


bladder repair was applied. Serous flow occurred in the pin tract 
in supracondylar region in 12th day of bladder repair. There 
were no bacteria or increase of polymorphonuclear leukocytes 
related pin tract infection in direct microscopic examination 
and aerobic culture taken from pin tract. Leakage of methylene 
blue was observed from the pin tract in supracondylar region 
after filling the bladder with methylene blue and a fistula be- 
tween bladder (Fig. 2) and supracondylar pin tract was detected 
in bladder cystogram (Fig. 3). Bladder was repaired again. 


Discussion 

Since pin tract infection is the most significant complication 
associated with the use of external fixation, it has been report- 
ed to occur up to 63% of pins[6-8] .This high infection rate has 
been attributed to the conduit that the pins provide between 
the skin and underlying soft tissue and bone. Complications re- 
lated to pin tract infection include a need for pin change or re- 
moval, failure of fracture healing, septic arthritis, and osteomy- 
elitis. Therefore, a method to decrease the rate of pin infection 
has tremendous clinical appeal [6]. However, main macroscopic 
and microscopic main characteristics of reported case were not 
complied with the infection. Fluid is more serious and has a 
homogeneous colour. Another possible reason is that synovial 
fluid leaking from a pin placed near the joint. As a result of 
radiological controls, it was verified that there was no relation- 
ship between pin and joint. By virtue of cystogram and filling 
bladder with methylene blue, it was determined that the fluid 
was urine. Alexander and Sagi [9] reported a case having septic 
cox arthritis secondary to development of a cystosynovial fistu- 
la after non-operative treatment for both a pelvic fracture and 
bladder rupture. Tolkach et al.[10] reported Vesico-Acetabular 
Fistula and Urolithiasis in the hip joint cavity due to persistent 
bladder entrapment after acetabular fracture. However, there 
has been no similar case in the literature. 

In conclusion, it should be remembered that in patients hav- 
ing pelvic fracture along with bladder and urethral injury, fistula 
between bladder and pin tract can occur as well as possible 
reasons such as pin tract infection or synovial fluid leakage in 
case of serous fluid from pin tract. 
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Ozet Abstract 


Renal anjiomiyolipomlarin capi arttikca anevrizma gelisme ve riiptiire olma riski_ | Renal angiomyolipomas have a high risk of rupture when they are large and as- 


artmaktadir. Yasami tehdit eden intratiimoral kanama gibi ciddi komplikasyon- pec ace ies ane yer pe umes’ -cueusicotnpilealon hay may cess 


et: RIED ne e threatening intratumoral bleeding. Immediate interventional therapies to stop 

lar gelisebilir. Kanamalart durdurmal icin acil girisim gerekebilir. Bu yazida, anjiyo- 
bleeding are required. Herein, we report on a 16-year-old female patient with a 

miyolipomun spontan riiptiirii sebebiyle retroperitoneal kanamasi olan 16 yasin- 
retroperitoneal hematoma due to a spontaneous renal angiomyolipoma rupture 


daki kiz hastanin tanisinda bilgisayarli tomografinin 6nemini sunmay! amacladik. 


by computed tomography. 
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Introduction 

Angiomyolipoma (AML) is a benign hamartomatous tumor con- 
sisting of abnormal fat, muscle and vascular elements. AML is 
most often asymptomatic and incidentally we encounter in rou- 
tine examination. However, sometimes it may cause symptoms 
such as recurrent hematuria or pain. Early diagnosis is crucial. 
Becauset he most serious complication that may occur is life- 
threatening intraintratumoral bleeding [1]. 

There are two known types of AML: the isolated angiomyoli- 
poma, which represents 80% of cases, and the one associated 
with tuberous sclerosis (TS). When associated with TS are often 
multiple, bilateral and small, and hemorrhage is frequent [2].The 
MDCT is a gold standard in the diagnosis and complications of 
AML, whether or not clinical symptoms. 


Case Report 

A 16-year-old female was admitted with sudden onset of se- 
vere left flank pain. She had been diagnosed to have bilateral 
AML with tuberous sclerosis 5 years earlier. 

The non-contrast computed tomography (CT), 7 mm hypoden- 
sity multip! nodular lesions in the bilateral kidneys were de- 


tected (Fig. 1A,B). However, in contrast enhanced multidetector 


Fig.1. Non-enhanced CT scans at the bilateral kidneys show a low-density small 
lesions associated with a few interior fat components (arrows) and a hemorrhage 
presented spread into the left perirenal space (A,B). 


computed tomography (MDCT) showed heterogeneous lesion 
of maximum diameter of 74x98 mm of the left kidney expand- 
ing into the perirenal space associated with a perinephric he- 
matoma. The MDCT revealed inhomogeneous enhancement of 
the lesion and the presence of a few aneurysms ranging from 
6 to 18 mm within the tumor (Fig. 2A,B). The lesion was diag- 


Fig.2. In contrast enhanced multidetector computed tomography (MDCT) showed 
heterogeneous lesion of maximum diameter of 74x98 mm of the left kidney (ar- 
rows) expanding into the perirenal space associated with a perinephric hematoma 
(asterisks) (A) and a few aneurysms presented within the tumor (arrow) (B) 


nosed as an AML that had ruptured into the perinephric space. 
The patient has referred to Department of Interventional Radi- 
ology for transcatheter arterial embolization. Follow-up US per- 
formed 5 months after embolization showed significant tumor 
regression and the disappearance of perinephric hematoma. 


Discussion 

Angiomyolipoma is a benign hamartomatous tumor consist- 
ing of abnormal fat, muscle and vascular elements. AMLs usu- 
ally arise from the renal cortex and tend to have an exophytic 
growth pattern, and when ruptured they cause perirenal hema- 
toma to form as in our case. If AMLs will be grow and increase 
blood flow entering, they are likely to form aneurysms due to 
abnormal elastin-poor vascular structures [3]. For this reason, 
spontaneous rupture and induce hemorrhage possibility are 
quite high. The most reliable predictors of rupture are tumor 
size and aneurysm formation. If the tumor is larger than 4 cm 
and is associated with aneurysms larger than 5 mm, AMLs have 
a high risk of rupture [4]. The another risk factors associated 
with the spontaneous rupture and perirenal or intratumoral 
bleeding, include: association with tuberous sclerosis, signs and 
symptoms, a and pregnancy [5]. In our case, CT performed a 
lesion of maximum diameter of 74x98 mm and she had been 
diagnosed to tuberous sclerosis 5 years earlier. 

The hemorrhage is usually limited to the perirenal space (PS) 
but, in some cases, may spread beyond the PS and involve the 
other retroperitoneal fasciae and fascial spaces. Hemorrhages 
that occur suddenly in association with acute shock can be life- 
threatening, and their clinical manifestations are easily misun- 
derstood [6]. 

Ultrasound (US) has allowed diagnosing it without the need for 
biopsy in the majority of cases. The tumor presents a hypere- 
choic mass with great vascularity— existence of arteriovenous 
shunts on US /Doppler US (3). US scan may always identify the 
small aneurysms in the tumour. Hence, CT is the gold standard 
in the diagnosis of AML because it detects fat in the tumor- 
highly suggestive of AML. MDCT provides multiphasic and/ 
or 3D images with an advantage of shorter scanning times, 
thinner slice thickness and shows aneurysm formations. Mag- 
netic Resonance imaging (MRI) can also differentiate fat by its 
high signal intensity and is a helpful tool exam currently used 
when CT is contraindicated [5]. In the present case, contrast- 
enhanced MDCT revealed the location of aneurysms relevant to 
perinephric hemorrhage. 

In symptomatic cases or with bilateral lesions, the choice 
should be selective arterial embolization or conservative renal 
surgery such as lumpectomy or partial nephrectomy [7]. Radical 
nephrectomy has been a valuable treatment strategy in cases 
of urgency, with uncontrollable bleeding and hemodynamic in- 
stability [8]. 

In our case, the patient has referred to Department of Inter- 
ventional Radiology for transcatheter arterial embolization due 
to the hemodynamic stability. Five months after embolization 
showed significant tumor regression and the disappearance of 
perinephric hematoma on US scan. 


Conclusion 

MDCT is most reliable method on diagnosis of AMLs and for 
the evaluation of its complications. Transcatheter arterial em- 
bolization prefer safely performed while preserving most renal 
function 
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Ozet 

Atomoksetin en iyi degerlendirilmis stimiilan ol mayan tedavi ajanidir ve gelenek- 
sel Dikkat Eksikligi Hiperaktivite Bozuklugu tedavisinde stimilan olmayan ilaclar 
arasinda etkinligi ve tolere edilebilirligi ile ilk tercih ilactir. Urolojik acillerden biri 
olan akut idrar retansiyonu, siddetli idrar yapma hissiyle birlikte mesanenin dolu 
olmasina ragmen, idrar yapamama halidir. Uriner retansiyonun antikolinerjik et- 
kinligi olan ilaglarin kullanimiyla ortaya ¢ikabilecegi bilinmektedir. Bu yazida ato- 
moksetin tedavisini takip eden siire¢te akut Uriner retansiyon gelisen 12 yasinda 


bir erkek olgusu sunulmustur. 
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Abstract 

Atomoxetine is a well-studied non-stimulant treatment agent, and is also the 
first-choice non-stimulant drug for the conventional treatment of Attention Defi- 
cit Hyperactivity Disorder owing to its effectiveness and tolerability. Urinary re- 
tention is a type of urological emergency that is associated with the inability to 
urinate despite the bladder being full and a strong urge to urinate. It is known 
that urinary retention can also develop due to the use of anticholinergic drugs. In 
this manuscript, we present a 12-year-old male case who developed acute urinary 


retention in the period following atomoxetine treatment. 
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Introduction 

Atomoxetine is a well-studied non-stimulant treatment agent, 
and is also the first-choice non-stimulant drug for the conven- 
tional treatment of Attention Deficit Hyperactivity Disorder 
(ADHD) owing to its effectiveness and tolerability. By inhibiting 
the presynaptic reuptake of norepinephrine, atomoxetine leads 
to an increase in the level of norepinephrine. Atomoxetine has 
a limited effect on the reuptake of serotonin, and minimal af- 
finity to the receptors of other neurotransmitters and carriers. 
Atomoxetine also affects cognitive functions by increasing 
the level of dopamine in the prefrontal cortex. Many previous 
studies have reported that atomoxetine is well tolerated, and 
that side effects are uncommon [1]. The reported half-life is 
5 hours, and it is metabolized mainly by CYP2D6 in the liver. 
The most common side effects reported among children and 
adolescents include stomachache, decreased appetite, vomit- 
ing, somnolence, nervousness, asthenia, vertigo and dyspepsia 
[2]. Although it is known that use of atomoxetine at an early age 
can cause acute urinary difficulties, a review of the literature 
reveals only a single case in which atomoxetine use led to uri- 
nary retention in the child age group [3]. In this manuscript, we 
present a 12-year-old male case who developed acute urinary 
retention in the period following atomoxetine treatment. 


Case Report 

A 12-year-old male case was brought by his mother to our out- 
patient clinic due to the following complaints: “unwillingness 
to study at home, attention deficit, low performance in class, 
forgetfulness, hyperactivity, constant and excessive talking, im- 
proper behavior in class, impatience.” Based on the case’s his- 
tory, the child’s problems became even more pronounced after 
he began school. After being referred to the child psychiatry 
outpatient clinic by a school counselor while in 2nd class, the 
child was diagnosed with “ADHD” and started on short-acting 
methylphenidate 5 mg three times a day. In the following pe- 
riod, the child’s treatment was changed to the long-acting form 
of methylphenidate. However, increased the dose to 36 mg/ 
day led to complaints of excessive palpitations, after which the 
child’s family discontinued the treatment and did not take their 
children to another psychiatric examination. 

The medical history of the case further described that his mo- 
tor and mental development stages were normal; that he did 
not experience and epileptic seizure/trauma or other important 
disease. No specific characteristics or traits were identified in 
the family history. 

During the child’s psychiatric evaluation, it was observed that 
his level of psychomotor activity was more than normally ac- 
cording to his age and developmental level, he had difficulty in 
focusing his attention, and his level of impulsivity was very pro- 
nounced. No further psychiatric signs were identified. Based on 
the child’s psychiatric assessment, a diagnosis of ADHD-Com- 
bined Type was considered to patient according to the DSM-IV- 
TR criteria. As methylphenidate use was associated with com- 
plaints of palpitation, the child was referred to a Pediatrician 
for cardiac evaluation. The physical examination and ECG find- 
ings of the patient were within normal limits. And atomoxetine 
treatment was started. Based on the case’s weight (55 kg), it 
was planned to give atomoxetine at a dose of 25 mg/day, and 


to raise the dose to 50 mg/day two weeks later; however, the 
case experienced a decrease in the frequency and quantity of 
urination on the first day following the beginning of the treat- 
ment, and urinary retention on the second day following the be- 
ginning of the treatment. The case reapplied to our outpatient 
clinic due to this complaint. The case was not taking any medi- 
cation other than atomoxetine, and had no history of trauma, or 
any previous complaints of burning sensation during urination 
or urinary retention. No problem was identified in any of the 
case’s biochemical parameters. The urology department was 
consulted. The physical examination and ultrasonography per- 
formed by the Urology clinic suggested acute urinary retention 
associated with atomoxetine, and that no relieving discharge 
was necessary. The case’s atomoxetine was discontinued, and 
a control visit was scheduled with the patient on the following 
day. During this control visit performed one day later, it was 
learned that the patient’s urination frequency had returned to 
normal, and that he no longer experienced difficulty in urination. 


Discussion 

Urinary retention is a type of urological emergency that is as- 
sociated with the inability to urinate despite the bladder being 
full and a strong urge to urinate. Although urinary retention is 
quite uncommon among children [4]. The two main causes of 
urinary retention during childhood are neurological diseases 
and anatomic disorder [5]. It is known that urinary retention 
can also develop due to the use of anticholinergic drugs [6]. In 
our case, urinary retention developed immediately after atom- 
oxetine use, and resolved after the atomoxetine treatment was 
stopped. As all other potential causes of urinary retention were 
excluded based on the case’s medical history and various tests, 
the patient’s urinary retention was determined to be associated 
with atomoxetine use. 

The urinary storage and discharge processes are regulated by 
the balanced between the sympathetic and the parasympathet- 
ic pathways. However, the excessive activation of the sympa- 
thetic system may lead to urinary retention through the inhibi- 
tion of the parasympathetic pathway. Atomoxetine leads to an 
increase in the level of norepinephrine by inhibiting the pre- 
synaptic reuptake of norepinephrine. Urinary retention caused 
by the use of atomoxetine, a noradrenergic agent, can be ex- 
plained by the disruption of the sympathetic-parasympathetic 
balance involved in the process of urination due to the exces- 
sive activation of the sympathetic system. It has been reported 
that serotonin has an inhibitory effect on micturition, and that 
this effect becomes more pronounced in advancing ages [7]. It 
is believed that antidepressants which inhibit the reuptake of 
serotonin can also inhibit micturition by increasing the level of 
serotonin, and thus lead to urinary retention [8]. As atomoxetine 
has a certain (yet limited) effect on the reuptake of serotonin, 
we believe that this effect might have contributed to the uri- 
nary retention side effect. Desarkar et al. previously reported 
an adolescent case who developed urinary retention following 
the use of 25 mg/g atomoxetine on the 2nd day of treatment, 
who required relieving discharge, and whose clinical condition 
resolved following the discontinuation of the drug [3]. Our case 
similarly developed urinary retention following the administra- 
tion of low dose atomoxetine; however, the case’s urinary re- 
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tention required no clinical intervention, and resolved by itself 
following the discontinuation of the drug. 

In conclusion; although urinary retention is a rarely observed 
side effect of atomoxetine, it can still lead to serious conse- 
quences. The current case is important in that it illustrates the 
necessity of clinicians to be cautious about the potential side 
effects which might develop following atomoxetine administra- 
tion, as well as the importance of early intervention. However, 
urinary retention quickly responds to discontinuation of the 
drug and common clinical intervention for the condition (i.e. 
catheterization). 
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Ozet 

Akut pulmoner emboli venéz tromboembolinin sik gértilen bir formu olup bazi ol- 
gularda fatal seyredebilmektedir. Hastalar siklikla 6zgiin ol mayan sikayet ve klinik 
bulgularla basvurmakta dolayisiyla tani koymak zor olabilmektedir. Burada otuz 
yasinda bir erkek hastada ilk etapta toplum kékenli pnémoni saptanan ancak ileri 
incelemede pulmoner emboli oldugu anlasilan bir olguyu sunmay! amagladik. Otuz 
yasinda erkek hasta klinigimize plorotik tarzda sag yan agrisi ve nefes darligi sika- 
yeti ile basvurdu. Akciger grafisinde sag akcigerde konsolidasyon ve plevral eftiz- 
yon saptandi. Fizik muayenede atesi 38°C, oda havasinda oksijen saturasyonu % 
85 olan hastada uygulanan antibiyoterapi ve oksijen tedavisine cevap alinamadi. 
Akcigerin bilgisayarlt tomografi anjiografisinde sag akcigerde pndmoni ve pulmo- 
ner emboli ile uyumlu bulgular saptandi. Kan ve balgam kiiltiirlerinde ireme olma- 
di. Kardiyo-Vaskiler Hastaliklara Yatkinlik (CVD) panelinde protrombin G20210A 
ve metilentetrahidrofolat reduktaz (MTHFR) C677T’de heterozigot mutasyon sap- 
tandi. Sonucg olarak pulmoner emboli toplum kokenli pnédmoniyi taklit edebilmekte 
dolayisiyla klinisyenlerin tani stirecinde dikkatli olmasi gerekmektedir. 
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Abstract 

Acute pulmonary trombo embolism is a form of venous thromboembolism that is 
common and sometimes even may be fatal. Patients might present with variable 
clinical presentation and often have non-specific complaints which make the di- 
agnosis challenging. Here we aimed to report a thirty years old male who was di- 
agnosed with community acquired pneumonia but further investigations revealed 
pulmonary embolism. A thirty years old male presented to our clinic with right 
sided chest pain and shortness of breath. Chest radiograph revealed right sided 
consolidations and pleural effusion. His physical examination revealed high body 
temperature (38 C°) and oxygen saturation on room air was 85 %. The patient did 
not respond to the antibiotherapy and oxygen supply. Computed tomography an- 
giography of the chest revealed right sided pulmonary embolism with pneumonia. 
Blood and sputum cultures revealed no bacteria. Cardiovascular disease panel 
revealed heterozygous mutation in prothrombine G20210A and metilentetra- 
hidrofolate reductase (MTHFR) C677T. In conclusion pulmonary embolism may 
mimic community acquired pneumonia thus clinicians must be carefull during the 
diagnostic process. 
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Introduction 

Pulmonary embolus (PE) refers to obstruction of the pulmonary 
artery or one of its branches by material (eg, thrombus, tumor, 
air, or fat) that originated elsewhere in the body. Acute pulmo- 
nary embolism is a form of venous thromboembolism (VTE) 
that is common and sometimes even may be fatal. Patients 
may present with different variable clinical presentations and 
often have nonspecific complaints which make the diagnosis 
challenging. The reported annual incidence of VTE differs rang- 
ing between 23-69 cases per 100,000 population, [1, 2] with 
approximately one third of patients presenting with acute PE 
and two thirds with deep vein thrombosis [3]. The evaluation of 
patients with suspected PE should be efficient so that patients 
can be diagnosed and therapy administered quickly to reduce 
the associated morbidity and mortality. Community acquired 
pneumonia may be complicated by pulmonary thromboembo- 
lism, but prevalence is low. The basic difficulty is sometimes to 
differ whether there is pneumonia or it is PE. Here we report a 
30 years old male who was admitted to our clinic and had pul- 
monary embolism mimicking community acquired pneumonia. 


Case Report 

A thirty years old male was admitted to our hospital with com- 
plaints of right sided chest pain and shortness of breath. His 
medical and family histories were unremarkable. His physical 
examination revealed high body temperature (380 C), heart rate 
of 110 beats per minute, respiratory rate of 20 breaths per 
minute, blood pressure of 110/80 mm Hg, and SpO2 of 85% 
on room air. Physical examination of the chest revealed dimin- 
ished movement of the right hemithorax and dullness over the 
right lung base along with diminished lung sounds in the right 
lover zone. His initial blood analyses were as follows: White 
blood cells;13040/uL (78.7% granulocytes, 8.1% lymphocytes, 
12.5% monocytes, 0.7% eosinophils); Hb 12 gm/dL; Hct 36 %; 
platelets, 580,000/uL, ESR 50 mm/1st hour and serum CRP 
200mg/L. Chest X-ray at admission was compatible with right 
sided pneumonia and pleural effusion. The patient was hospital- 
ised and antibiotherapy started. About 20 mL of serofibrinous 
pleural fluid was obtained by thoracentesis from the right side 
under local anesthesia. Biochemical analysis of the pleural fluid 
revealed an exudative pleural effusion with LDH 320 U/L (nor- 
mal range: 240-480 U/L), glucose 98 mg/dL, total protein 5.3g/ 
dL and albumin 2.9 g/dL. Pleural fluid pH was 7.4. Low oxygen 
saturation, shortness of breath, previously no medical history 
and sudden onset of the disease aroused suspicion of acute 
PTE. Computed tomography angiography (CTA) of the chest re- 
vealed right sided pulmonary embolism, infiltration and pleural 
effusion ( Figure 1-2). Blood, sputum and pleural fluid cultures 
revealed no bacteria. Hyperacute onset, no isolation with cul- 
tures else more no clinical, radiological and laborotory findings 
improvement after antibiotherapy was suggestive of pulmo- 
nary embolism other than pneumonia. Genetical analysis must 
be performed when PTE is seen before the age of 40 especially 
in those who has _ no previous medical or surgical history and 
immobilisation. CVD panel of our patient revealed heterozygous 
mutation in prothrombine G20210A and metilentetrahidrofo- 
late reductase (MTHFR) C677T. 


Figure 1. Computed tomography angiography of the chest revealed right sided 
pleural effusion (A) and pneumonic consolidation (B). 


Figure 2. Computed tomography angiography of the chest revealed pulmonary 
tromboembolism in the right middle pulmonary artery (arrows). 


Discussion 

PTE is a disease that can frequently cause dyspnea, chest pain, 
fainting, and hemoptysis which can be mimicked by other pul- 
monary and cardiac diseases. Radiologic features of PTE on 
plain film are Fleishner sign: enlarged pulmonary artery (20%), 
Hampton hump: peripheral wedge of airspace opacity and im- 
plies lung infarction (20%), Westermark’s sign: regional oligae- 
mia (10%), pleural effusion (35%)[4]. On computed tomogra- 
phy angiography; webs or bands, intimal irregularities, abrupt 
narrowing or complete obstruction of the pulmonary arteries, 
“pouching defects” which are defined as chronic thromboemboli 
organised in a concave shape that “points” toward the vessel lu- 
men [4]. It has been reported that prevelance of PTE in patients 
with pneumonia as high as 10% [5]. It has been shown that 
recent respiratory infection, acute infection and raised inflam- 
matory markers, are associated with increased risk of throm- 
boembolic disease [6]. Another study has proven that there are 
strong associations between recent respiratory infection and 
VTE which may be related to the severity of the infection [6, 
7]. Community acquired pneumonia can be complicated by pul- 
monary thromboembolism, but prevalence is low. Eventhough 
they may co-exist also may be confused with each other. Our 
case was a young officer who had no previous medical history 
and risk factors for PTE. Low oxygen saturation, shortness of 
breath, previously no medical history and sudden onset of the 
disease aroused suspicion of acute PTE. Pulmonary embolism 
may mimic pneumonia, especially in those patients who has no 
a previos medical history and with acute onset of symptoms. 
On the other hand there are reported cases with co-existance 
of both diseases [8]. Clinicians must be carefull, acute onset 
of symptoms like shortness of breath, pleuritic chest pain, and 
hypoxemia should arouse suspician. 

In conclusion pulmonary embolism may mimic community ac- 
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quired pneumonia thus clinicians must be careful during the 
diagnostic process. 
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Ozet Abstract 

Plevral boslukta sil6z sivinin toplanmasi olarak tanimlanan silotoraks, aralarin- Chylothorax, presence of chyle in the pleural space, is an infrequent clinical form 
da pulmoner hipertansiyonun (PH) da bulundugu cesitli patolojiler nedeniyle geli- of pleural effusion developed due to several pathologies, including pulmonary hy- 
sen ve nadir goriilen bir klinik tablodur. Simdiye dek pulmoner hipertansiyona bagli pertension. Since now, very few clinical cases of transudative chylothorax due to 


olarak gelisen sadece bir kag transiida silotoraks olgusu bildirilmistir. Bu sunumda pulmonary hypertension have been reported. In this report, we present a transu- 


kapak patolojisi ve sag kalp yetmezligine bagli PH sonucu gelismis olan, 70 yasin- dative chylothorax case of 70-year-old female patient with pulmonary hyperten- 
da bir kadinda saptanan bir transudatif silotoraks olgusu sunulmustur. sion due to cardiac valvular insufficiency and right heart failure. 
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Introduction 

Chylothorax is defined by the presence of chyle in the pleural 
space. [1, 2]. The accumulation of chyle in the pleural cavity 
may be due to rupture of the thoracic duct and/or its tributaries, 
leakage from the pleural lymphatics and/or collateral vessels, 
or transdiaphragmatic flow of chyle from the peritoneal cav- 
ity in patients with chylous ascites [2]. Situations evoking any 
of these mechanisms represent chylothorax causes (Table 1), 
which are grouped into four major categories: trauma, malig- 
nancy, miscellaneous and idiopathic [1 - 4]. Transudative chylo- 
thorax has been reported between %15 - %32 of all chylothorax 
cases, principally among cirrhosis cases [5, 6]. In this report, we 
present a case of transudative chylothorax possibly developed 
from pulmonary hypertension due to cardiac valvular insuff- 
ciency and right heart failure. 


Table 1. Etiopathogenetic classification of chylothorax 


A. Traumatic C. Miscellaneous 
a. latrogenic a. Increased lymph volume +/or 
i. Surgical abnormal lymphatic lumen 
ii. Non-surgical i. Lymphatic disorders - congenital 


b. Non-latrogenic ii. Lymphatic disorders - acquired 


B. Malignancy b. Lymphatic obstruction 
a. Infiltration i. Intraluminal obstruction 
b. lymphatic obstruction ii. External pressure 

c. Increased venous pressure 
d. Chylous ascites 


D. Idiopathic 


Case Report 

A seventy years old, non-smoker female patient admitted to our 
hospital with symptoms of dyspnea, right-sided chest pain for 
last 6 months. She had a history of mitral valve replacement 
in 1993 and she has been anticoagulated since then. Physical 
examination revealed signs of right-sided pleural effusion. On 
chest radiography, pleural effusion covering nearly half of the 
right hemithorax was observed (Figure 1). Hematologic and bio- 
chemical laboratory findings were all normal. But, only, the brain 


Figure 1. Chest x-ray of the patient at first admission 


natriuretic peptide (BNP) level was found very high (4630 pg/ 
mL (N: 0-197 pg/mL)). Echocardiographic evaluation was re- 
ported as: “Normal ventricular contractility (Ejection fraction: 
60%), prosthetic mitral valve, severe pulmonary hypertension 
(sPAP: 115mmHg) and tricuspit insufficiency, moderate aortic 
insufficiency, dilatation of left atrium, and right atrium and ven- 
tricle”. When first thoracentesis was performed, pleural effusion 
sample revealed transudative characteristics (Table 2). Microbi- 


Table 2. Laboratory findings of two thoracenteses 


Charactereristic 1st Thoracentesis 2nd Thoracentesis 


PI.Eff. Serum Ratio PI. Eff. Serum Ratio 
LDH* [U/L) 44 172 0,25 185 320 0,57 
Total Protein [g/dl) 17 6,5 0,26 2,7 5,8 0,46 
Glucose [mg/dl) 102 115 146 155 
pH 8,0 8,5 
Cholesterol [mg/dl) 4l 
Triglyceride [mg/dl) 627 


ologic and cytologic laboratory findings of pleural effusion were 
found all normal. Calcium channel blockers and diuretics were 
administered for cardiac problems. In clinical follow-up, on 12th 
of hospital day, pleural effusion level was found to be increased 
on chest x-ray and clinically, she was deteriorated (Figure 2). 


Figure 2. Chest x-ray on 12th day of admission 


Closed chest tube drainage was performed on right hemithorax 
for relieving excessive pleural effusion. Since the color of pleu- 
ral effusion in chest tube appeared to be milky, pleural effusion 
was evaluated biochemically for chylothorax, also. Triglyceride 
level was found three fold higher than normal, but it was still 
transudative (Table 2). 

Oral feeding is discontinued; a diet with low triglyceride levels 
was initiated. Somatostatin was ordered at dose of 6 mg/day. 
She was evaluated for possible malignancies with thoracic-ab- 
dominal and pelvic computerized tomography. Radiological and 
clinical findings were normal except a 5 cm of pleural effusion 
and enlarged pulmonary artery. The patient was followed for 
two months in the clinic ward. 
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After clinical stabilization and radiological improvement are 
achieved, chest tube drainage discontinued. She was dis- 
charged from hospital after two months of treatment period. 
She has been still following up by out-patient clinics of chest 
disease. 


Discussion 

Chylothorax is not a common form of pleural effusion. Gener- 
ally, chylothorax is taken in account, if pleural fluid is in milky 
appearance. It should be noted that not all chylous pleural ef- 
fusions appear milky white. Almost 50% of chylothorax cases 
present as bloody, yellow or green, turbid, serous or serosan- 
guineous effusions [1 - 3]. Chylothoraces are usually charac- 
terized by all three of the following: 1.) a triglyceride level of 
more than 110 mg/dL; 2.) a ratio of pleural fluid to the serum 
triglyceride level of more than 1.0; and 3.) a ratio of the pleural 
fluid to serum cholesterol level of less than 1.0 [7]. 

And also, chylothorax does not always meet the exudative crite- 
ria. Transudative form has been reported between %15 - %32 in 
several studies due to various pathologies [5, 6]. In a review of 
2005, 15 cases have been reported as transudative chylothorax, 
which can be attributed to cirrhosis, nephrosis or heart failure 
[8]. However, only two cases of transudative chylothorax due to 
pulmonary hypertension secondary to right heart failure have 
been presented at “International PHA Conference and Scientific 
Sessions” in 2014 and “American Thoracic Society International 
Conference” in 2010. Our patient is a case of transudative chy- 
lothorax possibly due to pulmonary hypertension secondary to 
cardiac valvular insufficiency and right heart failure. 

The fundamental mechanism behind chylothorax is the leakage 
of chyle into the pleural space. Trauma to the thoracic duct is 
the most common mechanism of chylothorax. Among the pa- 
tients with chylothorax with a known cause, lymphoma has 
been considered the most frequent one, followed by metastatic 
carcinoma [7]. However, the increasing number of intrathoracic 
surgical procedures and the frequent use of the great veins for 
total parenteral nutrition and hemodynamic monitoring have 
contributed to a recent increase in the number of iatrogenic 
chylothoraces, which may have exceeded the number of those 
caused by malignancy [3, 4]. 

The possible mechanism for transudative chylothorax in PAH 
patients is poorly understood. It is postulated that acute in- 
creased right-sided heart pressures led to elevated pressure in 
the superior vena cava and back pressure into the thoracic duct. 
Reducing the pressure in the system resolved the chylothorax 
[8]. 

Our patient had no recent history trauma or invasive procedure, 
except thoracentesis and closed tube drainage after hospital- 
ization. Biochemical evaluation of pleural effusion for the sec- 
ond thoracentesis revealed transudative chylothorax (Table 2). 
All cytological and microbiological evaluations were found nor- 
mal. On computerized tomography of the whole body; no lymph- 
adenopathy was determined, and neither granulomatous and 
cystic diseases, nor parenchymal diseases have been detected 
in thoracic evaluation. On echocardiographic evaluation, right 
heart failure due to mitral valve disease and pulmonary arterial 
hypertension (SPAP=115 mmHg) have been detected. With all 
these clinical, radiological and laboratory findings, patient has 


been accepted as transudative chylothorax due to PAH. 
Therapeutic modalities for chylothorax include oral intake dis- 
continuation, dietary regimens include a high protein-low fat 
diet with limited oral intake, supplemented with medium chain 
triglycerides, or fasting plus total parenteral nutrition, soma- 
tostatin infusion, thoracic duct embolization, tube drainage, 
direct ligation of the thoracic duct, mass ligation of the supra- 
diaphragmatic thoracic duct, pleurovenous or pleuroperitoneal 
shunting, pleurectomy, pleurodesis with glue or talc and radio- 
therapy [3, 4]. 

In our patient, we preferred chest tube drainage, oral intake 
avoidance, somatostatin infusion, diuretics and supplementa- 
ry modalities. By these treatment options, she was recovered 
considerably in a period of two months and is still under serial 
clinical control. 

In conclusion, although very rare, evaluation of transudative 
pleural effusion for chylothorax should be considered in any pa- 
tient with pulmonary hypertension with pleural effusion in clini- 
cal practice. 
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Ozet 

Mesane kanseri tiim diinyada erkeklerde en sik gorillen 7. kanser tirtdiir. 
Tiirkiye’de ise akciger kanserinden sonra ikinci, irogenital tiimérler arasinda ise 
birinci sirada gértilmektedir. Birgok molekiiler epidemiyolojik ¢calismada ozellikle 
MTHFR C677T ve A1298C polimorfizmleri ile mesane kanseri arasinda iliski sap- 
tanmistir. Bu vaka sunumunda, transisyonel hiicreli mesane kanserine sahip iki 
kardeste MTHFR A1298C heterozigositesi saptanmistir, bu da MTHFR varyantlar! 
ve mesane kanseri arasindaki iliskiyi dogrulamaktadir. Bu bulgu, farkli etnik grup- 


lari igeren daha biiyiik topluluklari igeren prospektif ¢alismalarla desteklenebilir. 
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Abstract 

Bladder cancer is the seventh most common cancer in men in the world, it is the 
second most seen cancer after lung cancer and the first in urogenital tumours in 
Turkey. Many molecular epidemiologic studies have been reported to investigate 
the associations between the MTHFR C677T and A1298C polymorphisms and 
bladder cancer risk. In this report, a family with transitional bladder cancer have 
also MTHFR A1298C heterozygosity which supports the association between 
MTHFR variants and bladder cancer. This finding should be further validated by 


prospective and larger studies with more diverse ethnic groups. 


Keywords 


Familial Bladder Cancer; Polymorphism; Methylenetetrahydrofolate Reductase Gene 


DOI: 10.4328/)CAM.3753 


Received: 09.07.2015 Accepted: 13.08.2015 Printed: 01.10.2015 J Clin Anal Med 2015;6(suppl 5): 668-70 


Corresponding Author: Guilay Giileg Ceylan, Tibbi Genetik ABD, Yildirim Beyazit Universitesi, Tip Fakiiltesi, Atatiirk EAH, 06510, Bilkent, Ankara, Turkiye. 


GSM: +905323778718 F.: +90 3122912728 E-Mail: gulayceylan23@gmail.com 


668 | Journal of Clinical and Analytical Medicine 


MTHFR Polimorfizmi ve Mesane Kanseri / MTHFR Polymorphism and Bladder Cancer 


Introduction 

Bladder cancer is the seventh most common cancer in men in 
the world and the seventeenth in women. According to KIDEM 
(Cancer Follow-up and Control Center) studies, it is the sec- 
ond most seen cancer after lung cancer and the first in uro- 
genital tumours in Turkey [1]. Bladder cancer usually occurs 
in 6th and 7th decades. Although the rate of men/women is 
3/1, the deaths because of bladder cancer is mostly seen in 
women (31%) [1]. 90-95% of bladder cancers are transitional 
cell cancer. Transitional cell bladder cancers are restricted to 
mucosa and submucosa at the time of diagnosis approximately 
in 80% of the patients. This is called as non-muscle invasive 
bladder cancer. 20% of bladder cancer are local forward stage 
at the time of diagnosis, 20% of them are metastatic. Cigarette 
smoking is the most important risk factor for bladder cancer, 
accounting for 50% of cases in men and 35% in women, but the 
exact mechanism is not yet understood. Cigarette smoke con- 
tains some of xenobiotics, including oxidants and free radicals 
and cigarette smoke exposure was associated with decreased 
levels of serum and red blood cell folate and vitamin B12 anti- 
oxidants [2]. On the other hand, it has been also reported that 
plasma total homocysteine concentration is higher in smokers 
than in nonsmokers. According to these findings, the combined 
effects of smoking with decreased levels of folate and vitamin 
B12 and an increased level of homocysteine can induce in- 
creased chromosomal damage. If it is so, DNA damage induced 
by smoking may be modulated by the folate metabolic pathway. 
Folate and methionine metabolism play important roles in DNA 
synthesis and DNA methylation, their metabolic pathways may 
affect disease susceptibility. Methylenetetrahydrofolate reduc- 
tase (MTHFR) and methionine synthase (MS) are two main en- 
zymes involved in the folate metabolism [2]. MTHFR catalyzes 
the conversion of 5,10-methylenetetrahydrofolate to 5-me- 
thyltetrahydrofolate, this is the predominant form of folate in 
plasma and provides the methyl group for de novo methionine 
synthesis through homocysteine remethylation. The C677T and 
A1298C are two common polymorphisms in the MTHFR gene 
affecting enzyme activity. Many molecular epidemiologic stud- 
ies have been reported to investigate the associations between 
the MTHFR C677T and A1298C polymorphisms and bladder 
cancer risk [3]. In this case report, we defined a family with 
bladder cancer who had MTHFR C677T and A1298C polymor- 
phisms. This study can also be a research for folate metabolic 
genetic variations on risk of bladder cancer development. 


Case Report 

A 39-year-old male was admitted to urology clinic because of 
the complaints of painless clotted hematuria. After the urologi- 
cal examination, he hospitalized for hematuria etiology. A pap- 
illary tumor with a diameter of 3cm at the right lateral wall 
of the bladder was determined in the diagnostic cystoscopy. 
Tumor was excised. The pathological diagnosis was non-muscle 
invasive bladder cancer. The patient was followed by control 
cystoscopies. After 9 months, tumor was detected again in the 
bladder at the control cystoscopy and it was taken out. The 
patient’s TCC was classified as muscle invasive (Figure 1). Cys- 
tectomy and ileal loop operation was performed for the patient. 
The patient was recovered and discharged in postoperative 


10th day. The family of the patient had a bladder cancer story, 
so he and his family sent to medical genetics department for 
genetic analysis (Figure 2). Informed consent form of the pa- 
tients were obtained. We genotyped the patient and his family 
(pedigree: 9,14,32-proband-,42) for MTHFR 677 and 1298. For 
genetic analysis, 5 ml of blood was drawn into tubes contain- 
ing EDTA from each patient. DNA were extracted using a com- 
mercial kit (QlAamp DNA mini kit; Qiagen, Hilden, Germany). 
Genotyping of MTHFR alleles was performed in all subjects 
by real-time polymerase chain reaction (RT-PCR) using allelic 
discrimination. The three genotypes were defined as follows: 
CC, normal homozygous (wild type); CT, heterozygous; and TT 
mutant homozygous for C677T and AA, normal homozygous 
(wild type); AC, heterozygous; and CC mutant homozygous for 
A1298C. 


Figure 1. High grade invasive urothelial cancer consists of epithelial islet cells 
with large hyperchromatin nucleolus which have pleomorphism. 
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Figure 2. The pedigree of the family. 


Discussion 

There is a strong evidence about the interaction between gene 
variations involved in folate metabolism and risk of bladder 
cancer. These variations act additively to increase the risk for 
bladder cancer and this risk is increased among smokers carry- 
ing altered genotypes. Many studies focusing on MTHFR vari- 
ants relationship with the risk of bladder cancer have produced 
conflicting results. These conflicting results may be explained 
by the metabolic role of the MTHFR enzyme, which is involved 
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in both DNA methylation and DNA synthesis. The increased risk 
for the variant MTHFR activity could influence the availability 
of methyl donors by altering S-adenosyl-methionine levels, and 
potentially, the methylation status of key tumor suppressor or 
promoter genes involved in bladder carcinogenesis [3]. Here we 
report a family with bladder cancer. MTHFR 677*T and 1298*C 
variants in the patients in this family had been performed. The 
MTHFR 1298 CT genotype was heterozygote in all of the pa- 
tients in this family who were also diagnosed as transitional 
bladder cancer. MTHFR 677*T and 1298*C variants were both 
heterozygote in the proband. 

In previous studies, for the association between the MTHFR 
C677T and A1298C polymorphisms and bladder cancer risk, it 
has been observed that the variant genotype MTHFR 677TT 
was associated with an increased risk of bladder cancer, com- 
pared with the wild-type homozygote 677CC. Folate deficiency 
leads to decreased DNA methylation and such insufficiency may 
result in carcinogenesis by inducing genomic instability or acti- 
vation of oncogenes [2]. In a meta-analysis, 13 different articles 
were identified to evaluate the association between C677T or 
A1298C polymorphisms in the MTHFR gene and the risk for 
bladder cancer. According to this meta-analysis, there was no 
significant association between the C677T polymorphism and 
the susceptibility to bladder cancer risk in the overall analysis, 
but significant relationships were detected in the mixed and 
Asian populations rather than in Europeans and Africans. This 
is important, because the allele and genotype distribution of 
MTHFR C677T locus is different in different races [4]. Safarine- 
jad et al [5] found that the 1298C allele (CA+CC, heterozygotes 
and homozygotes) was significantly associated with increased 
risk of bladder cancer in Asians. Similarly, individuals who car- 
ried the 1298 CC genotype (homozygote) had a higher risk for 
bladder cancer in Asians. Moreover, this increased association 
was also found in Africans. However, the CC genotype (homozy- 
gosity) played a protective role for bladder cancer in Europeans 
[5]. In a study, association between MTHFR C677T and gas- 
tric cancer, leucemia and colorectal cancer were also among 
the most noteworthy associations. Because of its role in a key 
pathway, the MTHFR C677T variant may have a true impact on 
cancer risk [6]. In a study by Ozarda et al [13], frequencies of 
C and T alleles and also frequencies of TT and CC genotypes 
were investigated in 402 healthy individuals. The frequency of 
MTHFR 1677T genotype was found as 7.7% and the frequency 
of MTHFR C677T genotype was found as 40%, in males. In fe- 
males, these rates were as 9.1% and 42.2%, respectively [7]. 
MTHFR genes play a central role in folate metabolism, and 
studies have revealed that the cancer risk associated with 
MTHFR polymorphisms may be modulated by folate intake. The 
decreased expression of MTHFR by hypermethylation due to 
the C677 polymorphism may cause an increased risk of DNA 
hypomethylation of oncogenes, which may not be corrected by 
other DNA repair enzymes, resulting in a higher susceptibility to 
bladder cancer in carriers of the 677TT genotype [8]. 

In conclusion, according to the literature, the MTHFR C677T 
and A1298C polymorphisms have an effect on increasing risk 
of bladder cancer [7]. In this report, a family with transitional 
bladder cancer have also MTHFR A1298C heterozygosity which 
supports the association between MTHFR variants and bladder 


cancer. This finding should be further validated by prospective 
and larger studies with more diverse ethnic groups and more 
detailed environmental exposure data. 
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Ozet 

Akut bobrek yetmezligi duygu durum de@isikligi, konsantrasyon bozuklugu, tremor, 
stupor, koma, asteriksis,dizartri gibi norolojik bulgulara neden olabilir. Bu bulgular 
ayn! zamanda serebral infarktin da bir belirtisidir. Burada, kontrast ve anjiotensin 
doniistirticti enzim inhibitérii kullanimina sekonder gelisen akut bobrek yetmezligi 
olan 70 yasindaki kadin hastada goriilen watershed serebral infarkt vakasin! sun- 
duk. Hasta dizartri nedeniyle magnetik rezonans goriintilleme ile degerlendirildi. 
Goriintiilemede her iki serebral hemisferin frontal ve parietal derin beyaz cevhe- 
rinde, i¢ sinir bélgesini etkileyen watershed serebral infarkt ile uyumlu milimet- 
rik akut iskemik lezyonlar saptandi. Yatisinin besinci giintinde bobrek fonksiyon- 
lari normale déndii (BUN 32 mg/dl, kreatinin 1.36 mg/dl) ve hasta taburcu edildi. 


Dizartri yirmi giin devam etti. 


Anahtar Kelimeler 
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Abstract 

Acute renal failure can cause neurologic manifestations such as mood swings, 
impaired concentration, tremor, stupor, coma, asterixis, dysarthria. Those findings 
can also be a sign of cerebral infarct. Here, we report a case of watershed cere- 
bral infarction in a 70-year-old female patient with acute renal failure secondary 
to contrast administration and use of angiotensin converting enzyme inhibitor. 
Patient was evaluated with magnetic resonance imaging because of dysarthria. 
Magnetic resonance imaging revealed milimmetric acute ischemic lesion in the 
frontal and parietal deep white matter region of both cerebral hemisphere which 
clearly demonstrated watershed cerebral infarction affecting internal border 
zone. Her renal function returned to normal levels on fifth day of admission (BUN 
32 mg/dl, creatinine 1.36 mg/dl) and she was discharged. Dysarthria continued 
for 20 days. 
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Introduction 

Acute renal failure can cause neurologic manifestations. Some 
of those symptoms are mood swings, impaired concentration, 
tremor, stupor, coma, asterixis, dysarthria, myoclonus [1]. Simi- 
lar findings can be a sign of cerebral infarct. Here, we report 
a case of watershed (WS) cerebral infarction in a patient with 
acute renal failure secondary to contrast administration and 
use of angiotensin converting enzyme inhibitor. 


Case Report 

A 70-year-old female patient was admitted to the emergency 
department with abdominal pain and gastroenteritis which was 
continuing for one day. She had a history of hypertension and 
coronary artery disease and was taking perindopril 4 mg/day 
and metoprolol 50 mg/day for 3 days. She had a coronary an- 
giography 3 days ago. Her medical history included no neurolo- 
gical or cerebrovascular disease. On her physical examination, 
blood pressure was 100/60 mmHg, pulse 88/min, axillary tem- 
perature 37.3 C there were no ralles, S3 or soufflé, bowel so- 
unds has increased. Her laboratory parameters were as below; 
glucose 139 mg/dl, BUN 61 mg/dl, creatinine 4.51 mg/dl, Na 
131 mEq/L, potassium 5.34 mEq/L, calcium 8.35 mg/dl, phosp- 
horus 6.7 mg/dl, ALT 24 IU/L, AST 33 IU/L, amylase 44 U/L, lipa- 
se 20 U/L, total protein 5.76 g/dl, albumin 3.7 g/dl, hemoglobin 
9.13 g/dl, platelets 423 K/mm3, leukocyte 18 K/mm3, CRP 121 
mg/L, PH 7.34, HCO3 25. Examination of urine showed den- 
sity 1012, protein 0.9 g/L, 4-6 erythrocytes and 2-4 leukocytes. 
Analysis of stool showed amebic cysts. She was admitted to the 
nephrology clinic due to acute renal failure secondary to use of 
angiotensin converting enzyme inhibitor, contrast nephropathy 
and gastroenteritis. She was treated with amlodipine 10 mg/ 
day, metronidazole 1500 mg/day and hydrated by serum physi- 
ologic and dextrose. Diuresis was between 2000-2500 ml /day. 
Abdominal ultrasonography showed biliary sludge and kidneys 
were in normal range. On the second day after hospitalization 
she became dysarthric, uremic encephalopathy was not sought 
because her BUN and creatinine were in the previous range. 
Cranial magnetic resonance imaging was performed to exclude 
cerebrovascular accident. Magnetic resonance imaging revea- 
led milimmetric acute ischemic lesion in the frontal and parie- 
tal deep white matter region of both cerebral hemisphere and 
in the left parietal post central gyrus, which clearly demonstra- 
ted WS infarction affecting internal border zone Figure1, Figu- 
re 2. Carotid and vertebral doppler ultrasonography showed no 
occlusion. Acetyl salicylic acid 150 mg/day was started. Her re- 
nal function returned to normal levels on fifth day of admission 
(BUN 32 mg/dl, creatinine 1.36 mg/dl) and she was discharged. 
Dysarthria approximatelly continued for 20 days. 


Discussion 

Watershed infarctions involve the junction of distal fields of 
two nonanastomosing arterial systems. There are two distinct 
supratentorial WS areas. The first between the cortical territo- 
ries of the anterior cerebral artery (ACA), middle cerebral ar- 
tery (MCA) and posterior cerebral artery and those have been 
commonly referred to as cortical WS areas. The second, betwe- 
en the deep and the superficial arterial system of the MCA or 
between the superficial system of the MCA and ACA and those 


Figure 1. Diffusion-weighted magnetic resonance imaging. 


Figure 2. ADC map show multiple acute ischemic lesions in deep white matter re- 
gion of both cerebral hemispheres 


have been referred as the internal WS areas and it take place in 
the white matter along lateral ventricule [2]. The pathophysio- 
logy has not been fully elucidated. A commonly accepted hypot- 
hesis is that decreased perfusion in the distal region of the vas- 
cular territories leaves them vulnerable to infarction [3]. Severe 
hypotension can cause bilateral WS infarction. The symptoms 
of WS infarcts are syncope, episodic, fluctuating or progressi- 
ve weakness of hand occasionally associated with upper limb 
shaking. In our case none of those symptoms were observed, 
dysarthia was the primary symptom. Our patient was using pe- 
rindopril 5 mg/day for three days and she had a history of gast- 
roenteritis. After all, episodes of hypotension could be the ca- 
use of WS infarction. On the other hand we don't know if she 
had hypotensive or hypertensive episodes during coronary an- 
giography, which makes more vulnerable the WS infarction are- 
as to subsequent events. It has been previously reported a case 
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of WS infarction in a hemodialysis patient who had recurrent 
episodes of intradialytic hypotension [4]. Renal failure can also 
cause neurologic manifestations such as mood swings, impa- 
ired concentration, tremor, stupor, coma, asterixis, dysarthria, 
myoclonus. Advanced uremic encephalopathy is usually charac- 
terized by a reduced level of consciousness, anorexia, asteri- 
xis, myoclonus, and upper motor neuron signs that result in dis- 
turbances of gait and speech. Twenty percent of patients with 
acute kidney injury in an intensive care unit setting develop ne- 
urologic impairment [1]. The treatment of those patients is re- 
nal replacement therapy. But in a patient with acute renal failu- 
re and stable renal function, as in our case, a careful search for 
other causes should be initiated before it is considered a clinical 
feature of uremia requiring renal replacement therapy. 

In conclusion, in case of stable renal function, every patient with 
renal failure and symptoms of uremic encephalopathy shoud 
be evaluated for cerebral disorders. We could save the patients 
from unnecessary procedures and complications 
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Ozet 

Polimiyozit ilerleyici kas gii¢stizlugii ile karakterize idiyopatik inflamatuvar miyo- 
patilerin alt tiplerinden biridir. interstisyel akciger hastalig1, toraks kaslarinin za- 
yifligina bagli pulmoner disfonksiyon, aritmi, dilate kardiyomiyopati ve dtistik ejek- 
siyon fraksiyonu gibi cesitli pulmoner ve kardiyak bulgular bu hastaliga eslik ede- 
bilir. Polimiyozit hastalarinin anestezi y6netiminde, aspirasyon pndmonisi, inters- 
tisyel akciger hastaligi, kardiyak ritim bozukluklari, miyokardit ve kalp yetmezligi 
gibi eslik eden sistemik bulgularin varligi ile kas gevsetici ajanlarin kullaniminin 
potansiyel riskleri baslica kaygilardir. Bu nedenle, bu hastalarin anestezi yonetimi 
daha fazla dikkat ve yakin monitorizasyon gerektirir. Kendi olgumuzda da oldugu 
gibi, kas gevsetici kullanimi olmaksizin laringeal maske uygulamasi secilmis vaka- 


larda giivenle tercih edilebilir. 
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Abstract 

Polymyositis is one of the subtypes of idiopathic inflammatory myopathies char- 
acterized by progressive muscle weakness. Several pulmonary and cardiac mani- 
festations such as interstitial lung disease, pulmonary dysfunction due to weak- 
ness of thoracic muscles, arrhythmias, dilated cardiomyopathy, and low ejection 
fraction can be accompanied this disease. The major concerns in the anaesthetic 
management of the patients with PM are the presence of various systemic disor- 
ders such as aspiration pneumonia, interstitial lung disease, cardiac arrhythmia, 
myocarditis and heart failure, and the potential risks of the use of muscle relaxant 
agent. Therefore, the anaesthetic management of these patients requires more 
attention and close monitoring. As in our case, laryngeal mask airway placement 


without using any muscle relaxant can be safely preferred in selected cases. 
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Introduction 

Idiopathic inflammatory myopathies are a heterogeneous 
group of autoimmune connective tissue disorders character- 
ized by progressive weakness in the proximal striated muscles. 
It consists of four major subtypes including polymyositis (PM), 
dermatomyositis, necrotizing myopathy and inclusion body my- 
ositis. Among those, PM usually presents with subacute/chronic 
and symmetric proximal limb weakness, with a prevalence of 
approximately 10 cases per 100.000 persons in the general 
population [1]. Several pulmonary, cardiac and systemic mani- 
festations such as interstitial lung disease, pneumomediasti- 
num, pulmonary dysfunction due to weakness of thoracic mus- 
cles, arrhythmias, dilated cardiomyopathy, low ejection fraction, 
fever, and arthralgia can be accompanied PM [2]. The major 
concerns in the anaesthetic management of the patients with 
PM are delayed recovery from muscle relaxation, aspiration 
pneumonia, arrhythmia and cardiac failure [2]. In this paper, we 
aimed to present our anaesthetic management, particularly the 
choice of anesthesia method and the use of anaesthetic drugs 
intraoperatively, in an adult patient who underwent an emer- 
gent orthopedic surgery of lower extremity. 


Case Report 

A 38-year-old man, 170 cm in height and 94 kg in weight, pre- 
sented with open reduction and internal fixation for body frac- 
ture of his left tibia. He was diagnosed as PM six years ago, and 
was treated with prednisolone regularly since then. However, 
he did not receive any medication for the last six months due to 
the remission of the disease. On examination, he had mild mus- 
cle weakness mainly in the lower limbs, which had been stable 
for the last year. His cardiac and pulmonary examinations were 
unremarkable. Echocardiography showed normal cardiac func- 
tions with an ejection fraction of 62%. The patient was also 
consulted by a cardiologist, and no cardiac abnormality was de- 
tected. All routine laboratory tests were in normal limits, except 
elevated creatine kinase (CK 210 U/L, normal ranges: < 145 
U/L), aspartate aminotransferase (AST 109 U/L, normal ranges: 
< 35 U/L) and alanine aminotransferase (ALT 168 U/L, normal 
ranges: < 40 U/L). Non-specific infiltrations were detected on 
Chest X-ray. His blood pressure, heart rate, EtCO2, and oxygen 
saturation were 130/80 mmHg, 94/min, 40 mmHg, and 98% 
respectively. Airway as-sessment was consistent with Mallam- 
pati class 2. Written informed consent form was obtained from 
the patient for publication of this case report. 

In the operating room, monitoring included electrocardiogra- 
phy, noninvasive blood pressure and pulse oximetry. After pre- 
medication with midazolam (0.02 mg/kg IV), anesthesia was 
induced by fentanyl (1 yg/kg), lidocaine (0.5 mg/kg) and propo- 
fol (2 mg/kg) with 100% oxygen. Then, a 5 no laryngeal mask 
was placed to control airway. Anesthesia was maintained with 
sevoflurane 2% with nitrous oxide (50%) in oxygen (50%) at 6 
l/min total gas flow. Before the surgical incision, tenoxicam (20 
mg) and ranitidine (50 mg) were given to patient for preemp- 
tive analgesia. Prednisolone (1 mg/kg) was also administered. 
Propofol (0.5 mg/kg) was added two times during the opera- 
tion. No centrally acting muscle relaxant was used for induction 
and maintenance anesthesia. The operation lasted 90 minutes 
without any complication, and finally the laryngeal mask was 


removed successfully. The patient was given tramadol (1 mg/ 
kg) for postoperative pain control. The postoperative course 
was also uneventfully, and he was discharged on eleventh day. 


Discussion 

The anaesthetic management of the patients with PM poses a 
concern for anesthesiologists due to several reasons including 
delayed recovery from muscle relaxation, hyperkalemia, cardiac 
and pulmonary complications. However, there are only few re- 
ports on the issue, which were mostly reported as single cases 
[2-5]. 

It is well known that PM is a systemic disorder presenting with 
progressive loss of skeletal muscle function. Although neck, 
shoulder, and pelvic muscle weakness are mostly found in these 
patients, any striated muscle such as intercostal, diaphragmat- 
ic and pharyngeal muscles may also be affected [3]. It is fact 
that most anaesthetic agents routinely used in general practice 
have direct or indirect effects on muscles and nerves, therefore 
it is very important to have sufficient knowledge on the man- 
agement of the patients with neuromuscular disease such as 
PM, to avoid potential pitfalls. In this regard, the appropriate 
use of muscle relaxants is of great importance for the success- 
ful anaesthetic management. Although shorter acting neuro- 
muscular blocking drugs such as atracurium may be advised 
to use for muscle paralysis with slightly increased sensitivity, 
these patients are believed to be sensitive to nondepolarizing 
muscle relaxants, and the use of these neuromuscular block- 
ers may cause prolonged muscle weakness and life-threatening 
cardiac dysrhythmias [6]. While some authors preferred no mus- 
cle relaxants for the anaesthetic management of their patients 
with PM, the others reported titrated small dose of muscle 
relaxant in conjunction with a close peripheral neuromuscular 
monitorization as a safe option for such patients where the 
use of neuromuscular blockers is unavoidable [2,4]. Additionally, 
the patients with PM generally use steroids as mainstay treat- 
ment, and steroid induced myopathy may lead to an increased 
sensitivity to neuromuscular blocking agents, with unpredict- 
able responses. Immunosuppressants, such as azathioprine and 
methotrexate, are the second line agents in the treatment of 
PM, and the interaction between these drugs and non-depola- 
rising muscle relaxants may cause resistance to neuromuscular 
blocking drugs. Succinylcholine, a depolarising muscle relaxant, 
is not also recommended because of its potential to malignant 
hyperthermia and hyperkalemia [7]. In addition, thoracic epidu- 
ral anesthesia was recommended as a successful anaesthetic 
method for thoracic surgery [5]. Accordingly, in the present 
case, we performed laryngeal mask airway placement to avoid 
the potential risks of general anesthesia, and used no depolariz- 
ing or non-depolarizing muscle relaxant agent in both induction 
and maintenance of anesthesia. 

Another important point in the evaluation of polymyositis pa- 
tients is to determine their cardiopulmonary sufficiencies. Inter- 
stitial lung disease is the major pulmonary manifestation, and 
is usually associated with significant morbidity and mortality. 
In addition, cardiac involvement may be found in some patients 
with PM, as arrhythmia, myocarditis or heart failure. Therefore, 
a detailed preoperative evaluation of cardiopulmonary function 
should be required to prevent potential severe complications. 
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In conclusion, the anaesthetic management of patients with 
neuromuscular disease such as PM requires more clinical atten- 
tion, particularly in terms of accompanying systemic manifes- 
tations and use of muscle relaxant drugs. For our opinion, laryn- 
geal mask airway placement without using any muscle relaxant 
can be safely preferred in selected cases. 
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Ozet 

Miyokardiyal kas bandi nadir rastlanan konjenital bir anomalidir. Hemen her za- 
man sol 6n inen koroner arterde goriliir. Ayni hastada, farkli koroner arterlerde, 
birden fazla kas bandinin eszamanli gértildiigii cok az vaka bildirilmistir. Bu ma- 
kalede , 60 yasindaki, hipertrofik kardiyomiyopatili bir erkek hastada, sol 6n inen 
arter ile sag koroner arterde eszamanli olarak goriilen miyokardiyal kas bandin! 
sunduk. Miyokard perfiizyon sintigrafisinde iskemi saptanmamis ve hasta medi- 


kal olarak takip edilmistir. 
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Abstract 

Myocardial bridging is a rare congenital anomaly. It is almost always confined 
to the left anterior descending coronary artery. There are few reported cases 
with simultaneous occurrence of multiple bridges of different coronary arteries in 
the same patient. In this article we report a 60-year-old male with hypertrophic 
cardiomyopathy having multiple myocardial bridges left anterior descending and 
right coronary arteries. No ischemia was detected on myocardial perfusion single 
photon emission computed tomography and the patient was medically followed 


up. 
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Introduction 

Myocardial bridging is a rare congenital anomaly which epicar- 
dial coronary artery is compressed by a muscular band. It is 
rarely associated with serious complications [1]. Coronary in- 
volvement other than left anterior descending artery (LAD) is 
very rare. Our case presents concomitant bridging of LAD and 
posterior descending branch of the right coronary artery in a 
patient with hypertrophic cardiomyopathy. 


Case Report 

60 year old male presented at outpatient clinic complaining 
of exercise induced dyspnea. He had a history of hypertension 
and diabetes mellitus. Physical examination did not reveal any 
remarkable finding. Negative precordial T waves were promi- 
nent on electrocardiogram. Transthoracic echocardiography 
displayed non-obstructive hypertrophic cardiomyopathy (Fig 1). 
Diastolic septal thickness was measured 36 millimeters. 

Given the patient’s findings coronary angiogram was per- 
formed. Left angiogram showed systolic complete compres- 
sion of first large septal and mid LAD (Fig 2). Right angiogram 
showed complete occlusion of distal posterior descending ar- 
tery during systole as well (Fig 3). During diastole Total recovery 
and decompression was observed in both coronary arteries. No 
ischemia was detected on myocardial perfusion SPECT (single 
photon emission computed tomography). Patient is still being 
followed up medically in our outpatient clinic on beta blocker 
and calcium channel blocker therapy. 


1 Distance= 3.64 cm 


Figure 1. Transthoracic echocardiography showing non-obstructive hypertrophic 
cardiomyopathy and diastolic septal thickness. 


Figure 2. Left angiogram; (A) normal daistolic angiogram, (B) systolic complete 
occlusion of first septal branch (white arrow) and mid LAD (black arrow). 


Figure 3. Right angiogram; (A) normal diastolic angiogram, (B) systolic complete 
occlusion of distal posterior descending artery. 


Discussion 

Myocardial bridging is a congenital variant of a coronary ar- 
tery in which a portion of an epicardial coronary artery (most 
frequently the middle segment of the LAD) takes intramural 
course. This frequently results in vessel compression during sys- 
tole. Coronary artery coursing within the myocardium is called 
tunnel artery and the muscle fiber overlying is called myocardial 
bridge. While frequently asymptomatic, this condition may be 
responsible for complications including, myocardial ischemia, 
arrhythmias, left ventricular dysfunction, acute coronary syn- 
drome and even sudden death [1,2]. 

Since only the symptomatic cases were diagnosed with conven- 
tional angiography, prevalence were underestimated. However 
autopsy series reported higher prevalence up to %80 [1]. Wide- 
spread use of computed tomography angiography revealed pre- 
cise anatomy and also pathophysiology [2]. Despite reported 
cases of myocardial ischemia ,infarction and sudden death, 
bridging is mostly accepted a benign entity. New reports raised 
suspicion of increased atherosclerosis proximal to the bridge 
[1]. LAD is the most involved segment. 

Treatment options remain limited. Medications such as beta- 
blockers and calcium channel-blockers remain the first-line 
therapy. Surgical myotomy reserved for refractor cases. Stent- 
ing of the tunneled segment has also been used; however stent 
failure rate in approximately 50% of the cases, including stent 
fracture, and coronary perforations have been reported. As 
with surgical intervention, percutaneous coronary intervention 
should only be considered as a therapeutic option in patients 
with bridging refractory to medical therapy, with the expecta- 
tion that revascularization rates will be high even with drug- 
eluting stents [1]. 

Depending on the large series including conventional angiog- 
raphy, computed tomography angiography and autopsy data, 
involvement other than LAD is very rare [2]. The most frequent 
site of myocardial bridge is found in the middle segment of the 
LAD. Mavi et al [3] reported that out of 28 patients with myo- 
cardial bridge, only 1 had myocardial bridge of the circumflex 
coronary artery (3.4%). Few case reports presented concomi- 
tant RCA and LAD bridging [4,5]. Angelini et al [6] reported that 
out of 61 patients with myocardial bridge, only 1 had an ad- 
ditional bridge of the posterior descending branch of the right 
coronary artery. 

Hypertrophic cardiomyopathy is a genetic disorder and in these 
cases, myocardial bridging is the most frequent encountered 
coronary artery lesion. Although simultaneous occurrence of 
bridging and hypertrophic cardiomyopathy is frequently report- 
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ed, and the prevalence of this combination is unclear. Wu et al 
[7] reported concomitant posterior descending artery and LAD 
bridging in a patient with hypertrophic cardiomyopathy. Myo- 
cardial bridging in adults with hypertrophic cardiomyopathy is 
often a benign condition, and in one large cohort it was found 
to have no impact on overall outcome [8]. However, as hyper- 
trophic cardiomyopathy and myocardial bridging are both the 
leading causes of sudden cardiac death, their combination must 
alert the clinician. Therefore a general principle, the need for a 
personalized approach to each individual should be emphasized. 
This case demonstrates myocardial bridges could rarely involve 
multiple coronaries and this multi site involvement is associ- 
ated with hypertrophic cardiomyopathy. 
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Ozet 

Achromobacter cinsi bakteriler, doZada su kaynaklarinda ve insan florasinda bu- 
lunabilen, non-fermantatif, gram negatif basillerdir. insanda nadiren enfeksiyon 
bu mikroorganizmalar ¢ok farkli klinik tablolara neden olmaktadir. Nadiren os- 
teomyelit etkeni olarak goriilmektedir. Bu makalede, yaralanma sonrasi gelisen, 
Achromobacterspp.’nin etken oldugu bir kalkaneusosteomyeliti olgusu sunulmus- 
tur. Acik yaralarin su kaynaklari ile temas! sonucu, immiin sistemi saglikli kisilerde 
Achromobacter cinsi bakterilerin osteomyelit gibi ciddi enfeksiyonlara neden ola- 


bilecegi akilda tutulmalidir. 
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Abstract 

The Achromobacter species are nonfermenting gram-negative bacilli found in 
water sources and human flora. These bacteria rarely seen as agents of infection 
in humans. They cause infections that may present with very different clinical 
manifestations. In rarely, these microorganisms are agent of osteomyelitis. In this 
report, calcaneal osteomyelitis with Achromobacter spp. developing after injury 
has been presented. After open wounds contact with the water, the Achromo- 
bacter species that can cause serious infections such as osteomyelitis also in 


immunocompetent hosts should be taken into consideration. 
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Giris 

Achromobacter cinsi bakteriler, non-fermantatif, gram negatif 
basillerdir. insan icin firsatc! patojen olan bu mikroorganizma- 
lar, dogada su kaynaklarinda ve insan florasinda yaygin olarak 
bulunmaktadir[1]. Achromobacter tirleri, pndmoni, bakteriyemi, 
menenjit, Uriner sistem enfeksiyonlari, deri ve yumusak doku en- 
feksiyonlari, endokardit gibi cesitli enfeksiyonlarda etken olarak 
rastlanmaktadir[2]. Nadiren de osteomyelit etkeni olarak karsi- 
miza cikmaktadir [3]. Enfeksiyonlarin gogu immin sistemi bas- 
kilanmis kisilerde gozlense de, immtn sistemi normal kisilerde 
de Achromobacterenfeksiyonlarina rastlanmaktadir [2]. 

Bu calismada, sistemi normal bir hastada 
Achromobacterspp.’nin neden oldugu kalkaneusosteomyeliti su- 
nulmustur. 


immutn 


Olgu Sunumu 

Bilinen bir hastalik 6ykiisi olmayan 19 yasinda erkek hasta sag 
topugunda sekiz ay once gelisen delici alet yaralanmasi sonras! 
gelisen agri sikayeti ile hastanemize basvurdu ve ortopedi klini- 
gine yatirildi. Anamnezinde sekiz ay 6nce sag ayak tabanina civi 
battig1, bu dénemde yaranin kirli su birikintisi ile temas ettigi ve 
sonrasinda da agri yakinmasinin basladigi 6grenildi. 

Fizik muayenesinde sag ayak plantar ylzde orta hatta sislik di- 
sinda patoloji saptanmadi. Ates 36C, TA 120/70 mmHg, na- 
biz 84 atim/dk idi. Laboratuvar incelemelerinde; ldkosit sayisi 
11950/mm3 (%89 notrofil , %5 lenfosit,%5 monosit), trombosit 
sayis! 265.000/mm%, hemoglobin 14,9 g/dl, eritrosit sediman- 
tasyon hizi 20 mm/saat, C-reaktif protein 4,32 mg/dl saptandi. 
Ekstremite MRG’ de sag kalkaneusosteomyeliti ile uyumlu bul- 
gular tespit edildi. 

Hasta ortopedi tarafindan operasyona alindi ve enfekte doku 
debride edildi. Operasyon sirasinda alinan materyalinin pato- 
lojik incelemesine osteomyelit ile uyumlu goriintim izlendi, bak- 
teriyolojik kultiriinde Achromobacter spp.tiredi. Antibiyotik du- 
yarlilik testlerinde etkenin piperasilin/tazobactama duyarl! oldu- 
gu gortildii. Hastaya piperasilin/tazobactam 3x4,5 gr/gin intra- 
venoz tedavi baslandi. Toplam dort hafta intravenéz antibiyotik 
tedavisi alan, klinik durumu dizelen hasta oral ardisik antibiyo- 
tik tedavisine gecilerek taburcu edildi. Oral tedavide etkenin an- 
tibiyotik duyarlilik profili g6z 6niinde bulundurularak, siproflok- 
sasin tablet (2x500mg/ giin) tercih edildi. intraveoz ve oral anti- 
biyotik tedavisi toplam siiresi sekiz haftaya tamamlandi. 
Tedavi sonunda hastanin sikayetlerinin tamamen dizeldigi, 
kontrol MRG’de bir onceki tetkikle karsilastirmali muayenede 
enfeksiyon bulgularinin belirgin geriledigi gézlendi. Hastanin 
kontrollerinde bir sorunla karsilasilmadi. 


Tartisma 

Achromobacter cinsi bakteriler, non-fermantatif, oksidaz pozi- 
tif, katalaz pozitif, aerob, hareketli, gram negatif basillerdir. 
Gectigimiz yillarda ayni ailede yer alan Achromobacter ve Al- 
caligenes cinsi bakteriler bir hayli taksonomik degisikliZe ug- 
ramistir. GinUmizde Achromobacter cinsi iginde; Achromobac- 
terdenitrificans, _Achromobacterpiechaudii, Achromobacter- 
ruhlandiveAchromobactexylosoxidanssayilmaktadir. Klinik 6r- 
neklerden en sik izole edilen tiir Achromobacterxylosoxidanso- 
larak karsimiza ¢ikmaktadir [1]. Yapilan yayinlarda Achromo- 
bacter cinsi bakterilerin neden oldugu osteomyelit olgularinda 
A.xylosoxidansturlisaptanmistir [3,4]. Olgumuzda teknik sorun- 
lar ydziinden tir tayini yapilamamistir. 


Dogada su kaynaklarinda yaygin olarak bulunabilen Achromo- 
bacter tirlerinden bazilari, insan gastrointestinal sistem ve ku- 
lak florasinda bulunabilmektedir [1]. Son yillarda bu mikroorga- 
nizmalarin neden oldugu hastane kaynakli enfeksiyonlarda da 
artis dikkati gekmektedir. Hastane ortaminda, diyaliz sivilari, 
distile ve deiyonize sular, klorheksidin soltisyonlari ve intrave- 
noz sivilar gibi su iliskili Gevrelerde uzun sire canli kalabilirler 
ve nazokomiyalenfeksiyonlara sebep olabilirler [5]. Olgumuzda 
etkenle olasi karsilasma, sikayetlerin baslangicindan 6nce, ya- 
ranin kirli su birikintisi ile temas: sirasinda oldugu tahmin edil- 
mektedir. 

Achromobacter tirlerinin baslica izole edildigi klinik ornekler, 
kan, yara yeri, Grogenital ve solunum sistemi ornekleri, kulak, 
g6z, beyin-omurilik sivis! ve kemik doku oldugu ifade edilmekte- 
dir. Kan dolasimi enfeksiyonlarina daha sik rastlanmaktadir [2]. 
Acromobacter turleri nadiren osteomyelit etkeni olarak saptan- 
maktadir [3,4]. Olgumuzda kalkaneusosteomyeliti tanis! kemik 
doku biyopsisi ile konulmustur. Klinik 6rnegin kilturtinde Acro- 
mobacter spp. Uremistir. 

Cok farkli klinik tablolarla seyredebilen Achromobacterenfeksi- 
yonlari siklikla imminstipresif hasta grubunda gortilmekle bir- 
likte, immiin sistemi saglikli hastalarda da rastlanmaktadir. Bu 
mikroorganizmalarin etken oldugu enfeksiyonlarimmiin direnci 
bozulmus yuksek riskli hasta grubunda daha mortal seyreder [2]. 
Achromobacterenfeksiyonlari tedavisinde antibiyotik duyarlilik 
testlerine gore tedavinin yonlendirilmesi Gnerilmektedir. Tiirle- 
re gore degismekle birlikte genellikle sefalosporin grubu antibi- 
yotiklere direnclidirler [1]. Bizim olgumuzda etkenin antibiyotik 
duyarlilik testlerinde penisilinler, sefalosporinler ve aztreonama 
direncli, piperasilin tazobaktam, karbapenemler ve kinolonlara 
duyarli oldugu saptanmistir. intravenéz tedavide piperasilin ta- 
zobaktam, idame tedavisinde oral siprofloksasin tercih edilmis, 
klinik basari saglanmistir. 

Su kaynaklarinda yaygin olarak bulunan Achromobacter tiirleri, 
siklikla immiunsipresif kisilerde gériilen, farkli dokularda enfek- 
siyonlara sebep olan direngli gram negatif basillerdir. Yaralan- 
ma gibi kolaylastiric! etken varliginda su kaynaklari ile temasin, 
enfeksiyonun gelismesinde etkili oldugu diistniilmektedir. 
immiin sistemi saglikli bireylerde de bu tiirlerin osteomyelit gibi 
ciddi enfeksiyonlara neden olabilecegi akilda tutulmalidir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Fantosmi olarak bilinen koku varsanilari az anlasilmis bir fenomendir. Genis bir 
ayirici tan! yelpazesiyle iliskili bulunmustur. Buna ragmen cogu olgu idiyopatik- 
tir. 70 yasinda metastatik kiiciik hiicreli karsinomunun 6nciil belirtisi olarak koku 
varsanisi olan bir erkek hasta, nedensel iliskiyi agiklayabilmek i¢gin sunulmaktadir. 
Fantosminin kaynagi ve klinik 6nemi ile ilgili ¢ok az bilgi bulunmaktadir. Kimi za- 
man olgumuzda oldugu gibi altta yatan metastatik kiictik hiicreli beyin timoriintin 
Oncill belirtisi olabilmektedir. Bu nedenle organik sebepleri dislayabilmek igin de- 
tayll anamnezin yani sira; fizik muayene, norolojik muayene, rutin laboratuvar ve 


goriintiileme testlerinin yapilmasi 6nerilmektedir. 
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Abstract 

Olfactory hallucinations, known as phantosmias, are a poorly understood phenom- 
enon. It has been associated with a wide rage of differential diagnosis. However, 
most cases are idiopathic. The author's presents a 70-year-old man with olfactory 
hallucinations as the predominant symptom of the brain metastatic small cell 
carcinoma in order to clarify the causal relationship. Little is known about the 
origin and clinical significance of phantosmias. It can even be the predominant 
symptom of an underlying small cell metastatic brain tumor as presented in our 
case. Therefore a detailed history of the symptoms along with a neurological 
and physical examination and routine laboratory and screening tests should be 


provided in order to exclude any organic causes. 
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Introduction 

Phantosmias, also known as olfactory hallucinations, are the 
olfactory experience in the absence of appropriate stimulation 
[1]. 

In a recent population-based study, the prevalence of subjective 
olfactory dysfunctions have been reported as 4.5% [2]. Among 
a clinical population with olfactory dysfunctions, the prevalence 
of parosmia was found to be %34, while the prevalence of 
phantosmia was %12 [3]. 

Although most phantosmia cases are idiopathic, many differ- 
ent causes or underlying diseases have been identified for this 
symptom, including depression, anxiety disorders, posttrau- 
matic stress disorder, schizophrenia, eating disorders, epilepsy, 
migraine, idiopathic Parkinson's disease, arteriovenous malfor- 
mations, intracranial hemorrhage, primary and secondary brain 
tumors, chronic rhinosinusitis [4-10]. 

Phantosmias could also occur as a form of epileptic aura. Olfac- 
tory auras, which are %0.9 of all epileptic auras, are commonly 
associated with tumors involving the medial temporal lobe and 
mesial temporal sclerosis. Acharya et all reported that tumor 
was the most likely etiology in patients with intractable partial 
epilepsy with olfactory auras, whereas mesial temporal sclero- 
sis was relatively uncommon [9,1 1]. 

In addition hallucinations associated with brain tumors have 
been reported too. Tarachow reported that 96 out of a series 
of 458 cases (21%) of supratentorial brain tumors had some 
form of hallucinations. In particular, he reported that olfactory 
hallucinations, which had been recognized as manifestations of 
epileptic discharge, were mainly related to lesions in the tem- 
poral and frontal lobe [12]. 

Olfactory hallucinations as the predominant clinical feature of 
secondary intracranial mass lesions are rare [8]. 

Here, we report a 70-year-old patient with a brain metastatic 
small cell carcinoma presenting with olfactory hallucinations as 
the predominant clinical feature. 


Case Report 

A 70-year-old man was consulted to psychiatry outpatient clinic 
with a 2 months history of episodic spontaneous fragrant smell 
of flowers emanating from his chest. He was first presented 
to neurology outpatient clinic with complaint of headache and 
carbamazepine treatment was recommended 200 mg per day. 
On the same day he was consulted to psychiatry outpatient 
clinic upon this olfactory hallucinations. The patient reported 
that the smell was of sudden onset without any precipitating 
factors determined. The smell, which lasted 5-10 minutes, was 
followed by a feeling of anxiety and palpitation accompanied 
with a headache and a sensation of numbness and tingling in 
the head. These symptoms were relieved by drinking water. The 
episodes were similar in nature and had a frequency of 4-5 
times a day. During the episodes there was no alteration in the 
consciousness, no nausea, no worries about dying or going cra- 
zy and no muscle jerking or twitching. Between the episodes he 
reported a persistent but mild and tolerable headache with no 
need for analgesia. No previous histories of neurological, psy- 
chiatric disorders or trauma have been identified. There was no 
family history of migraine, seizures or any psychiatric disorder. 
He was not using any drugs, tobacco products or alcohol. Dur- 


ing the last month he kept feeling asleep and according to his 
relatives he refused to every suggestions or instructions. How- 
ever he wasn't irritable while he rejected, unless he wasn't in- 
sisted. On his mental examination reality testing and insight 
were found to be partially intact. His attitude was more like 
negativistic. 

Neurological examination was normal. His mini-mental state 
examination score was 23 but the result might be influenced 
by the negativistic attitude that was mentioned before. He lost 
3 points spelling the word ‘world’ backwards, 2 points from re- 
calling, 1 point from following a 3-stage command and 1 point 
from drawing interlocking pentagons. 

Laboratory tests, electroencephalography and computerized 
tomography imaging was requested. The results of electroen- 
cephalography were normal. Results of hematological and se- 
rum biochemical analyses were within normal limits. 

In follow up, one week after starting carbamazepine treatment 
(200mg/day) his symptoms disappeared. The computerized 
tomography scan demonstrated a mass lesion with indistinct 
margins, localized to frontotemporal region surrounded by a 
significant vasogenic edema [Figure 1]. Thereupon, we referred 
him to a neurosurgery specialist. After he made an evaluation, 
he offered an operation in order to excise the mass. Although he 
rejected the operation because he was totally asymptomatic by 
the time, he required the surgery upon having left sided central 
facial paralysis one month later. Then, he went through a sur- 
gery by which his mass lesion was excised. The histopathologi- 
cal examination revealed small cell carcinoma. 


Figure 1. Computerized Tomography Scan: A mass lesion with indistinct margins, 
localized to frontotemporal region surrounded by a significant vasogenic edema. 


Discussion 

Little is known about the origin of phantosmias. Therefore most 
cases are idiopathic. However, there is a wide range of differen- 
tial diagnosis of the symptom. Interpretation on hallucinations 
should be examined in order to reveal psychiatric causes. For 
example, in depression the hallucination is typically of a foul 
odour and most of patients believe this to arise from their own 
bodies. In schizophrenia, patients believe that the smells are 
being forced on them and take “reasonable” steps to prevent 
this. In the olfactory reference syndrome the complaint of smell 
is usually of a true hallucination that the patient believes ema- 
nates from himself. This syndrome is characterized by persis- 
tent preoccupation about body odour accompanied by shame, 
embarrassment, significant distress, avoidance behaviour and 
social isolation [13,14]. In this case the patient believed the 
smell emanates from himself but he didn’t have any delusional 
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interpretations. He didn’t have any other symptom or history of 
psychiatric disorders and the symptom was sudden and late on- 
set as he was 70 years old. Psychotic symptoms especially the 
hallucinations in patients with brain tumors may be attributed 
to an underlying delirium. The patient did not have changes in 
consciousness or awareness that would have suggested deliri- 
um or complex partial seizures. 

Olfactory hallucinations have been reported in association with 
migraine [5] but in these cases the aura is always associated 
with a headache that fulfills the diagnostic criteria for migraine. 
In this case although the duration of the hallucinations meets 
the criteria for migraine auras (5-60 minutes) and the episodes 
of headache were temporally related to hallucinations, the 
headache was mild, not lasting at least 4 hours, not prohibiting 
daily activities and not being associated with physical activity. 
Olfactory hallucinations could be a manifestation of an epilep- 
tic seizure and be called as “epileptic auras”. However, not all 
auras are followed by a seizure [9], as it is true for our patient. 
Indeed, an aura itself is traditionally called a simple partial sei- 
zure without motor symptoms [15] but this phrase is generally 
used when the case had a confirmed diagnosis of epilepsy and 
has aura like symptoms temporally unrelated to the seizures. 
However hallucinations associated with brain tumors have usu- 
ally been attributed to an epileptic discharge. The compensa- 
tory over-activation of tissue in the nearby brain sensory path- 
way or a change in global brain excitability after localized, focal 
compression have been some possible explanations on how 
tumors could reduce the seizure thresholds. 

Anti-epileptic drugs are recommended for individuals with brain 
tumors who have experienced seizure. In this case the patient 
was commenced on carbamazepine, and there was a reduction 
in the frequency and intensity of his symptoms from 2-3 at- 
tacks a day at presentation to being asymptomatic within 7 
days of commencing this treatment. However there is a case of 
transient, self-remitting olfactory hallucinations representing a 
brain tumor [8]. It isn’t possible to know if the rapid resolution 
of this patient’s symptoms is a true response to anticonvulsant 
therapy. It may also be the natural course of this uncommon 
condition. We could still regard the symptom as an epileptic 
discharge caused by the brain tumor with the so-called mecha- 
nisms, also considering that it has revealed with anti-convul- 
sion treatment. 

Most of the studies, which found out that epileptic olfactory 
hallucinations were related to tumors in the temporal lobe, the 
epileptic seizures mentioned, were intractable and eliminated 
by surgery [9,10]. The case is presented with isolated olfactory 
aura without convulsion or unconsciousness and the aura remit- 
ted without surgery. 

As a conclusion; olfactory hallucinations are mostly idiopathic 
and have found to be associated with a broad differential diag- 
nosis. They are rarely seen as the first predominant symptom 
of a medical illness, including intracranial mass lesions as pre- 
sented in the case. 
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Ozet 

Posterior longitiidinal ligament ossifikasyonu (PLLO), Asya kékenli kisilerde servi- 
kal miyelopatinin yaygin nedenlerinden biri olmasina ragmen, diger irklarda daha 
az da olsa gortilebilmektedir. PLLO etiyolojisi halen net olmamakla birlikte ge- 
netik, hormonal ve cevresel faktorlerle iliskili oldugu kabul edilmektedir. Servikal 
miyelopati olusumunda ayrt bir klinik antite olarak karsilasilan PLLO hicbir belir- 
ti olusturmayabilecegi gibi, ilerleyici ndrolojik hasarlara, denge ve yiirlime bozuk- 
luklarina kadar bir dizi klinik belirtilerle de seyredebilmektedir. PLLO tanisi, teda- 
vi planiamasi ve takibi acisindan direkt grafi, BT ve MRG onemli yardimci yontem- 
lerdir. Tedavide ilerleyici nérolojik bozuklugu olmayan veya hafif miyelopati be- 
lirtilerine sahip hastalarda konservatif yaklasimlar denendiginde basarili sonuc- 
lar alinabilmektedir. Ancak, ilerleyici miyelopati bulgulari olanlarda cerrahi yakla- 
sim esas olup, cerrahi y6ntemin secimi hala olduk¢a tartismali bir konudur. Biz de 
bu amacla, yasli erkek Tiirk hastamizda servikal miyelopati olusumuna neden olan 
PLLO’nun tani ve tedavisini olgumuz esliginde tartisarak sunuyoruz. 
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Abstract 

Ossification of Posterior Longitudinal Ligament (OPLL), despite being one of the 
common causes of cervical myelopathy in Asian subjects it also can be seen less 
in other races. Although OPLL etiology is still unclear, it is considered to be related 
to genetic, hormonal and environmental factors. As OPLL; that is encountered as 
a distinct clinical entity in the formation of cervical myelopathy; may not cause 
any symptom, it also can be presented with a serie of clinical symptoms like pro- 
gressive neurological damage and disturbance of balance and gait. Direct X-ray, 
CT and MRI are important auxiliary method in terms of OPLL diagnosis, treatment 
planning and follow-up. In patients with no progressive neurological damage or 
mild symptoms of myelopathy conservative approach can be successful in the 
treatment. However, surgical approach is the main in patients with progressive 
myelopathy, the choice of surgical technique is still quite controversial. We there- 
fore offer to discuss the diagnosis and treatment of OPLL that induced cervical 
myelopathy in our old aged male Turkish patient. 
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Introduction 

Ossification of the posterior longitudinal ligament (OPLL) of the 
cervical spine, although reported at 1839 its relation with cer- 
vical myelopathy was described at 1960’s and in recent years 
has been considered as a distinct clinical entity [1]. This case is 
common in Japan and reported rarely in other communities. The 
etiopathogenesis of OPLL is poorly explained and it is thought 
to be the result of genetic or geographical factors [2]. Of those 
presenting with OPLL of the cervical spine, the majority tend 
to be between 50 and 60 years of age with a male to female 
ratio of about three to one [1,2]. Cervical myelopathy (CM) is 
a medulla spinalis injury that results from cervical spondylosis 
and stenosis caused most often by degenerative causes such 
as osteophyte, disc calcification and facet hypertrophy. Despite 
that CM related to OPLL is primarily seen in Asian populations 
it is also reported in other populations in the literatures [3]. The 
most common complaint is upper limb weakness and decreased 
dexterity [4]. Examination consists of a mixture of first and sec- 
ond motor neuron signs. The first motor neuron signs are lo- 
cated under the lesion level and weakness, spasticity, increase 
in the DTR, pathological reflexes (clonus, Babinski, Hoffman) 
can be seen [4]. In the diagnosis of CM and OPLL cervical X-ray, 
computed tomography (CT) and magnetic resonance imaging 
(MRI) are very helpful. In the treatment of CM cases surgical de- 
compression and / or immobilization is firstly recommended [3]. 
Conservative treatment methods can be tried in patients with 
no fast progression, mild myelopathy symptoms or whom re- 
fuse undergoing surgery [3,5]. The aim of this case report is to 
discuss the etiopathogenesis, diagnosis and treatment of OPLL 
in our Turkish patient with cervical myelopathy due to OPLL. 


Case Report 

A 65 aged male patient presented with walking difficulty, bal- 
ance disturbance and weakness in left arm and leg. The weak- 
ness of the left arm started 1,5 year ago then the walking and 
balance disturbance were added. Patient was admitted to dif- 
ferent clinics with these complaints. When the cervical MRI 
showed that the patient’s spinal cord was under pressure he 
was admitted in our ward for further investigations and treat- 
ment. It was learned that our patient had undergone a lumbar 
disc herniation surgery and left foot drop had developed after 
that and 23 years ago he had a car traffic accident. In the physi- 
cal examination; left foot drop and walking with a cane due 
to balance impairment was observed. Cervical range of motion 
in all directions was moderately limited and painless. Neuro- 
logical examination and EMG findings are shown in Table 1. In 
the laboratory examination hemogram and biochemistry were 
normal. Cervical X-ray and CT showed that OPLL was extended 
towards the spinal canal between C3 and C7 levels (Figure 1,2), 
and spinal compression and myelopathy were seen in the MRI 
(Figure 3). With these findings the patient was diagnosed with 
cervical spondylotic myelopathy related to mixed type OPLL. Ac- 
cording to Japanese Orthopaedic Association classification [6], 
our patient was evaluated as grade 1 (JOA Score: 12/17). Ac- 
cordingly, a conservative treatment was decided to be applied 
due to the mild myelopathy findings in our patient, symptoms 
with no rapid progression and the operation refusal by the pa- 
tient. Treatment of patient : Cervical collar , infrared (500 watt, 


Table 1. Neurological Examination and EMG findings 


Neuorological Examination 


Muscle strength*: Right upper extremity 5/5, left upper extremity 4/5, in lower 
extremities; left ankle dorsiflexion and toe extension 1/5, others were 5/5 


Sensory: Left Cervical (C), C6-C7-C8 and L2-L3-L4-L5 dermatomes were hy- 
poesthetic 


DTR: upper extremities were normoactive, left patellar reflex was hyperactive 
and achilles reflexes bilaterally absent 


Pathologic reflexes: Babinski and Hoffman were bilaterally positive. 


EMG Findings 


Nerve conduction study is normal. Signs of chronic anterior horn cells damage. 
SEP has low amplitude. 


*Muscle strength: Evaluated according to Oxford scale. 
DTR: Deep tendon reflexes. EMG: Electromyography. SEP: Somatosensory 
evoked potential. 


Figure 1. Lateral cervical x-ray: Mixed type (segmental+continuous) OPLL narrow- 
ing the spinal canal between C3-C7. 


Figure 2. Cervical axial CT: Severe spinal canal narrowing at C3, C4, C5, C6 and C7 
vertebral body levels due to OPLL. 
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Figure 3. Cervical MRI, saggital T2 sequences: Severe spinal canal narrowing, spi- 
nal cord thinning and myelomalacic changes due to OPLL between C3-C7. 


20 minutes each session, lamp positioned perpendicular to the 
neck with the patient in sitting position) and ultrasound ( fre- 
quency of 1MHz, 1.5 W/cm2 intensity, 10 minutes each session) 
for the neck region, transcutaneous electrical nerve stimulation 
(TENS ) (in conventional mode, frequency of 100Hz, 100s pulse 
duration, 20 minutes each session), left upper extremity and the 
ankle dorsiflexion muscle group electrostimulation (frequency 
of 20-50Hz, amplitude: 0-100 mA, pulse duration: according to 
optimal contraction, 15 minutes each session), balance - coor- 
dination and walking exercises with a rehabilitation program 
involving the left upper and lower extremity strengthening exer- 
cises were applied. Although there was no significant difference 
in muscle strength after thirty treatment sessions (5 sessions/ 
week for 6 weeks), patient had significant improvement in bal- 
ance and coordination that helped him to walk unaided. 


Discussion 

Ossification of the posterior longitudinal ligament (OPLL) is 
most commonly found in men, in the elderly patients [3]. The 
incidence of OPLL is 2.4% in the Asian population, and 0.16% in 
the non-Asian population [7]. While our patient was of a Turkish 
race despite being an old male. The pathogenesis of OPLL is 
still unknown. There is some evidence that ligament cells from 
OPLL patients have osteoblast-like characteristics. Many fac- 
tors are thought to be the cause of the formation and progres- 
sion of OPLL like genetic, hormonal, environmental factors and 
life style but there is no consensus of opinion about this [3]. 
Although spinal cord injury secondary to road traffic accidents 
proved to be a predisposing factor for OPLL development, the 
role of previous traffic accidents in the formation of OPLL is 
still unclear [8]. 

OPLL is formed mainly through enchondral ossification, and 
part of it develops through membranous ossification [3]. In 
most OPLL cases there is no complaint or mild pain and numb- 
ness can be found in the early period. With the progression of 
neurologic deficits, lower extremity symptoms, such as gait 
disturbance may appear. OPLL patients show symptoms of 
myelopathy caused by spinal cord compression rather than ra- 


dicular pain due to nerve roots compression [3]. In the examina- 
tion; at the compression level radicular symptoms and below 
the compression level upper motor neuron symptoms as DTR 
increasment, pathological reflexes and spasticity are frequently 
encountered. Also, walking and balance disturbance forms an 
important problem [3]. For this purpose, for determining the 
functional status of patients with cervical myelopathy, a scoring 
system by the Japanese Orthopaedic Association (JOA Score) is 
determined [6]. By this scoring system upper and lower extrem- 
ity motor function, upper and lower extremities and trunk sen- 
sory function with bladder and bowel function are evaluated. 
JOA total score is 0-17. The lower the score the more severe 
is the deficit. Normal function 16 - 17, Grade 1: 12-15, Grade 
2: 8-11, Grade 3: O-7. According to this scoring system our 
patient was evaluated as JOA score 12 with grade 1. Direct X- 
ray, CT and MRI are important auxiliary method in terms of CM 
and OPLL diagnosis, treatment planning and follow-up [3]. Plain 
radiography is the simplest method to detect OPLL, but it has 
some limitations especially in the early stages of the disease 
[3]. OPLL is classified into the following: local type, segmen- 
tal type, continuous type, and mixed type based on plain radio- 
graphic findings. Our patient had a mixed type OPLL according 
to this classification. Although CT is very successful in terms 
of viewing osteophytes and calcified discs and evaluating the 
dimensions of the spinal canal but it does not properly evalu- 
ate the spinal cord and cervical roots. In this respect, MRI is 
highly useful in evaluating spinal cord pressure and the relation 
between soft tissues and adjuvant bone [4]. In our case, spinal 
canal narrowing related to mixed type OPLL at the levels be- 
tween C3 and C7 was obviously seen in x-ray and CT scan while 
in MRI severe narrowing of the spinal canal at the same level, 
medulla spinalis thinning and myelomalasic changes were seen. 
When CM symptoms are mild and not progressive conserva- 
tive treatment and close follow-up may be good enough. As 
symptomatic treatments, pain medication, anti-inflammatory 
drugs, antidepressants, anticonvulsants, and opioid can be ap- 
plied, and physical therapy such as a brace, are recommended 
for local stabilization. But when myelopathy findings and neuro- 
logical symptoms are progressive the surgical treatment is pre- 
ferred to relieve the spinal cord compression. Surgical approach 
can be selected based on the degree of myelopathy, the number 
of involved segments, the location of the primary pathology, the 
sagittal balance of cervical spine and surgeon’s experiences [3]. 
We applied a conservative treatment to our patient because the 
myelopathy symptoms are mild and without rapid progression 
and also the patient did not want a surgical operation. After the 
treatment our patient became able to walk independently and 
an improvement in balance and coordination was seen. 


Conclusion 

OPLL, despite being one of the common causes of cervical my- 
elopathy in Asian subjects it can be seen albeit less in other 
races. OPLL etiology is still unclear. Direct X-ray, CT and MRI 
are important auxiliary method in terms of OPLL diagnosis and 
treatment planning. The treatment planning must be done by 
understanding the advantages and limitations of each method 
and by considering the neurological condition and the prior 
medical history of the patient. 
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Ozet 

Falaka, akut dénemde ayaklarda cilt altinda ve kompartmanlarda 6dem ve hemo- 
rajiye neden olmaktadir. Sislik ve ve agri dizlere kadar yayilabilir ve enflamatu- 
ar suirec bir kag hafta sonrasinda céziiliip yerini, ayak bileginde elastisite kaybina, 
ayak ve ayak bileginde direngli agriya birakir. Falakadan yillar sonra ayaklarda ve 
bacaklarda kronik agri yaygindir ancak ileri derecede deformite olusmasi nadir- 
dir. Biz bu olgu sunumunda Suriye’de i¢ savasta falaka uygulanan bir savas mag- 
durunun iskenceye bagli gelisen ayak bilegi deformitesini ve tedavi secenegi ola- 


rak artrodez kullanimini sunacagiz. 


Anahtar Kelimeler 


iskence; Falaka; Ayak Bilegi; Deformite 


ilgili vaka sunumu 2014 yilinda Ulusal Ortopedi ve Travmatoloji kongresinde sunulmustur. 


Abstract 

Falanga causes oedema and haemorrhaging subcutaneously and in compart- 
ments of the feet in the acute phase. The inflammatory process leaves a loss of 
elasticity in the ankle and resistant pain in the foot and ankle. Chronic pain in the 
feet and legs is common years after falanga but an advanced degree of deformity 
is rare. The case is presented here of ankle deformity which developed associated 
with torture applied by falanga in the Syrian civil war, and which was treated by 


tibiocalcaneal arthrodesis. 
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Introduction 

Falanga is a torture method involving systematically repeated 
application of blunt trauma to the soles of the feet with rifle 
butts, wooden poles, iron rods, cables, or sticks. In the acute 
phase, falanga causes oedema and haemmorrhage in the com- 
partments and below the skin of the feet. Swelling and pain 
may spread as far as the knees and a few weeks later, rather 
than being resolved, the inflammatory process leaves a loss of 
elasticity in the ankle and persistent pain in the foot and ankle 
[1]. 

As the most frequently encountered problem following falanga 
is chronic pain, treatment strategies concentrate on pain man- 
agement [1-4]. These treatments include shoe modifications 
such as various orthoses, several forms of physical therapy and 
methods such as Transcutaneous Electrical Nervous Stimula- 
tion (TENS) [1-3] .In the case presented here, surgical treat- 
ment was preferred as there was a subtalar joint dislocation 
and an advanced degree of deformity. To the best of our knowl- 
edge, this is the first study to demonstrate a subtalar disloca- 
tion due to falanga. In the light of this, the case reported here 
was evaluated with the literature of ankle deformity associated 
with torture. 


Case Report 

A 49-year old male presented at our hospital with complaints 
of loss of movement in the right ankle joint and impaired shape 
which had developed after he had been subjected to torture 7 
months previously, in the Syrian civil war . In the physical exam- 
ination, there was valgus deformity in the right foot and in the 
medial of the right ankle there was a 5x5cm granulous wound 
(Figures 1a and 1b). The patient had no inversion, eversion or 
plantar flexion movement in the right ankle and dorsiflexion 
was minimal. The distal pulse was palpable in the right lower 
extremity. The neurological examination results were normal. In 
the radiological examination, the calcaneus was displaced lat- 
erally and the subtalar joint was seen to be dislocated on direct 
radiographs (Figures 2a and 2b). 

The ankle was entered with an anterolateral incision. As there 
was a granulous wound in the medial of the ankle, culture was 
taken because of the possibility of infection. No pathology was 
seen in the tibiotalar joint. The calcaneus was displaced later- 
ally and there was seen to be no joint connection between the 
talus and calcaneus. All the debris and capsule adhesions were 
excised. As the subtalar joint could not be reduced to correct 
the foot deformity, talus excision together with shortening was 
performed. Following talectomy, the tibial distal joint surface 
was removed. Good bleeding bone was exposed and after sepa- 
rating the removed talus from the cartilage, it was then used 
as graft. 

The ankle was prepared at 90°. Tibiocalcaneal arthrodesis was 
applied with an arthrodesis nail between the calcaneus and the 
tibia (Figures 3a and 3b). To avoid development of forefoot 
equinus deformity, a 5mm screw was placed from the navicular 
bone to the tibia. During the operation, the valgus deformity 
in the right foot was corrected, the transfer of weight directly 
from the tibia to the calcaneus was achieved and alignment 
was seen to be acutely corrected (Figures 4a, 4b and 4c). 
Discussion 


Figure 1. (A) Granulous wound in the inferomedial of the ankle, (B) Image of the 
valgus deformity 


Figures 3. Postoperative antero-posterior and lateral radiographs (A,B) 


The case is presented here of a 49-year old patient who de- 
veloped a subtalar joint dislocation following falanga and was 
treated with ankle arthrodesis. 

In the chronic period, apart from subjective complaints such 
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Figures 4. postoperative image of the acute correction of the deformity (A,B,C) 


as persistent pain, cramp and tiredness in most falanga vic- 
tims, objective clinical findings are not encountered. Although 
fractures in the phalanx, tarsal bones and calcaneus have been 
described in studies, bone fractures resulting from falanga are 
extremely rare [1]. In a study of 59 cases of falanga, only 5 frac- 
tures were determined [5]. Although bone fractures are rare, fa- 
langa seems to cause the development of advanced level bone 
deformity. 

In the case presented here, the calcaneus was displaced lat- 
erally and there was a subtalar dislocation. As this case had 
been neglected, shortness and tightness had developed in the 
ankle joint, preventing reduction of the tibiotalar joint. There- 
fore, the method was selected which would acutely correct the 
deformity and provide stable fixation. During surgery, talectomy 
was performed, acutely correcting the deformity and fixation 
was made with a nail. Thus, the deformity was corrected and a 
solid fixation was obtained, which would allow weight-bearing 
in the early period. The most significant problem was that of 
limb length discrepancy developing after talus excision in a 
young patient, as after the talus excision there was shortness 
of 2.5cm in the right leg. The problem was removed by weight- 
bearing with a heel support postoperatively. 

To prevent shortness when tibiocalcaneal fusion is applied to- 
gether with talus excision, it is attempted to apply lengthening 
at the same time with the Ilizarov method or to remove length 
difference with structured bone allograft. In a study by Guido et 
al of 6 patients defined as high risk foot (5 Charcot, 1 infected 
nail), resection was performed after talectomy and tibiocalca- 
neal arthrodesis was applied using fibula distal, bone matrix or 
femoral head allograft [6]. The fixation methods included inter- 


nal and external fixation methods and the outcomes were found 
to be satisfactory results. 

The foot and ankle are the structures of the body most affected 
by weight-bearing and which need the greatest stabilisation. In 
the function of walking, a completely rigid foot serves better 
than a foot where all the joints are loose. In the case present- 
ed here and in other foot and ankle deformities similar to this 
case, the results were not very pleasing. The surgical treatment 
applied to the patient presented here will relieve the pain and 
increase his quality of life. However, the limited ankle range of 
movement will remain irreversible. There is an evident need for 
new surgical treatment techniques for the victims of torture. 
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Ozet 

Sol dirsek ekleminden kéken alan bir sinovyal kistin neden oldugu nadir bir ulnar 
sinir tuzak noropatisi vakasini sunuyoruz. Elli yedi yasinda erkek bir hasta, 7 ay- 
dir sol dirsekte agri ve sol elde ilerleyici ve artan bir uyusukluk ve gii¢siizliik sika- 
yetiyle klinigimize basvurdu. Hastanin yapilan norolojik muayenesinde 4. ve 5. par- 
makta gii¢siizliik ve his kaybi oldugu tespit edildi. Ozellikle hastanin sol dirsegi 
fleksiyon pozisyonuna getirdiginde Tinel isareti ve Phalen testinin positifti. Elekt- 
romiyografi de sol kubital tiinel alaninda aksonal yaralanma ve tuzak noropati ol- 
dugu tespit edildi. Cerrahi tedavi olarak, total sinovyal kist eksizyonu ve ulnar si- 
nir anterior subkutan6z transpozisyonu yapildi. Hastanin agri sikayeti cerrahiden 
hemen sonra azaldi. Bu vaka sunumunda, sinovyal kistin neden oldugu kubital ti- 
nel sendromunun patofizyolojisi ve bu gibi vakalarda hangi cerrahi teknigin uygun 
olabilecegi tartistik. 
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Abstract 

We report a rare case of ulnar nerve entrapment caused by a synovial cyst derived 
from the left elbow joint. A 57-year-old male patient with a seven-month history 
of pain in his left elbow and a progressive and increasing numbness and weak- 
ness complaints in his left hand came to our clinic. Weakness and sensory loss of 
the 4th and 5th fingers were determined in neurological examination. The results 
of Tinel’s sign and Phalen’s Test were positive, especially when his left elbow was 
flexed. In electromyelography, axonal damage and entrapment neuropathy were 
determined in the left cubital tunnel area. Total excision of the synovial cyst and 
ulnar nerve anterior subcutaneous transposition were performed in surgical treat- 
ment. The patient’s pain decreased immediately after the surgery. In this report, 
we have discussed the pathopysiology of cubital tunnel syndrome due to synovial 
cyst and which surgical technique may be suitable as our case report. 
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Introduction 

Ulnar nerve entrapment is the second most-frequent entrap- 
ment neuropathy after median nerve entrapment in upper limbs 
[1]. The ulnar nerve can be compressed at many point, but it is 
most often observed in the cubital tunnel. The dynamic anat- 
omy and biomechanics of the cubital tunnel affect the ulnar 
nerve, and result in relative regional ischemia on the nerve. Dy- 
namic and static compression can develop from lesions occupy- 
ing the space in a limited area such as the cubital tunnel [2]. 
In this study, we present a rare case of a synovial cyst which 
was derived from the left elbow joint. The patient’s complaints 
increased when his elbow joint was flexed. 


Case Report 

The case was a 57-year-old male patient with a seven-month 
history of pain, and progressive and increasing numbness and 
weakness in his left hand. Weakness and sensory loss of the 
Ath and 5th fingers were determined in neurological examina- 
tion. The Tinel’s Sign and Phalen’s Tests were performed, and 
his pain was observed as being positive, especially when his left 
elbow was flexed. The sensory response of the left ulnar nerve 
could not be detected, the potential amplitude of the compound 
muscle action was very low, and electromyography showed ul- 
nar nerve entrapment neuropathy with axonal damage at the 
elbow into the cubital tunnel. Therefore we decided to perform 
surgery. After obtaining the Informed Patient Consent, we per- 
formed an incision in the subcutaneous tissue and opened the 
cubital tunnel ceiling. During the dissection of the base surface 
of the cubital tunnel, we observed a cyst which was filled with 
gelatinous fluid compressing the ulnar nerve (Figure 1). The cyst 
was totally resected and the ulnar nerve anterior subcutaneous 
transposition was performed. The patient’s pain was relieved 
immediately after the surgery. Pathological examination was 
evaluated in favor of a synovial cyst (Figure 2). 


Figure 1. Image of the synovial cyst (black arrow) coming from the left elbow joint 
and located in the cubital tunnel base surface. 


Discussion 

Cubital tunnel syndrome is the second most-frequent upper 
limb entrapment neuropathy after carpal tunnel syndrome [1]. 
Many ethological factors have been reported in the literature 


Figure 2. Pathological examination of the synovial cyst with haematoxylin and 
eosin x 10, synovial membrane and its mucinous content. 


such as external traumas in progress, muscles irregulate, sub- 
luxation of the ulnar nerve on the medial epicondyle, cubitus 
valgus, tenosynovitis of rheumatoid arthritis, elbow fractures or 
dislocations [3]. In addition, soft tissue bulks such as ganglion 
cysts, synovial chondromatosis and synovial cysts may be con- 
sidered among rare factors [2]. However, most of the reported 
cases are idiopathic [4]. 

The cubital tunnel is defined as an oval tunnel in the elbow 
through which the ulnar nerve passes. Its upper part is formed 
by Osborne’s Ligament, and its base surface is formed by the 
elbow joint capsule. The lateral border is formed by the olecra- 
non, and the medial border is formed by the medial epicondyle. 
The simultaneous effects of elbow movements on the cubital 
tunnel and the ulnar nerve have been shown in many previous 
studies. It has been demonstrated in these studies that the 
cubital tunnel is flattened during the flexion of the elbow, and 
when the volume of the cubital tunnel decreases by 55%, the 
pressure in the tunnel increases seven-fold. When contraction 
of the flexor carpi ulnaris muscle accompanies elbow flexion, 
the pressure in the tunnel increases more than 20-fold [5, 6]. 
In addition, the ulnar nerve moves, and is elongated by stretch- 
ing during the flexion of the elbow with the decrease in the 
volume of the cubital tunnel [7]. Therefore, it has been claimed 
that there might be two mechanisms in the pathogenesis of the 
syndrome that appears due to the trapping of the ulnar nerve 
in the cubital tunnel in the elbow. These are claimed to be the 
stretching of the nerve, and the dynamic compression or the 
repetitive trauma. The dynamic compression, or the repetitive 
trauma, has been defined as being distal to the cubital tunnel 
entrapment or being within this entrapment [8]. 

In our case, the reason for the cubital tunnel syndrome was 
observed to be the synovial cyst in the elbow; however, the fact 
that the complaints increased when the elbow of the patient 
was flexed suggested that it had an effect on the stretching and 
dynamic compression in pathophysiology. In our study, when the 
synovial cyst, which is causing the pressure, is related to the 
elbow joint, the pressure in the cyst may also increase as sec- 
ondary to the intra-joint pressure with the flexion of the joint, 
and this may result in the growth of the cyst into the tunnel. 
As a natural result of this, the cubital tunnel, which has been 
narrowed in the flexion, may even become narrower, possibly 
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leading to a secondary damage with the dynamic compression 
of the nerve. In addition, the cyst growing in the flexion may 
push the nerve upwards from the cubital tunnel ceiling surface, 
and this may lead to the compression of the nerve as well as 
suspension of it, thus increasing the tension in the nerve and 
eventually leading to a secondary injury to the nerve. Actually, 
this process is similar to the pathological process in radiculopa- 
thy formation based on disc herniation. As a result, this increas- 
ing compression and tension may destroy the intra-neuronal 
micro-circulation and axonal transportation and thus lead to 
clinical findings. 

The in situ decompression with mini incision, and endoscopic 
decompression have both become popular recently, because 
they are minimally invasive methods. These methods are more 
suitable for selected cases. On the other hand, when the rea- 
son for the cubital tunnel syndrome is a synovial cyst which 
may originate from the elbow joint, as in our study, these two 
minimal invasive methods may be insufficient as the pressure 
on the nerve comes from the base surface of the cubital tunnel, 
and the patient will eventually need revision surgery. For this 
reason, we chose the anterior subcutaneous transposition of 
the ulnar nerve in our case. 

Finally, although rare, synovial cysts originating from the elbow 
joint may be among the ethological reasons for cubital tun- 
nel syndrome. It must be kept in mind that there might be an 
etiological factor in patients whose complaints increase when 
the elbow is in flexion. Ulnar nerve damage in the cubital tunnel 
may be influenced not only by dynamic compression but also 
by a damage mechanism based on stretching. Anterior subcu- 
taneous transposition is one of the most suitable methods for 
pathologies originating from the cubital tunnel base surface. 
We have no financial interest in this manuscript, and we certify 
that there is no actual or potential conflict of interest in relation 
to this article. 
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Ozet 

Siiregen yiiksek ates ve septik sok tablosunda klinigimiz yogun bakim servisine ya- 
tirilarak tetkik ve tedavisi yapilan hastanin surpriz tanisindan s6z edilecektir. Has- 
tanin sok tedavisi siirerken alinan kan kiiltiiritinde Salmonella enteritidis Uremesi 
ve dogumdan itibaren sik enfeksiyon gecirme dykiisi' nedeniyle immiin yetersiz- 
lik agisindan incelendi. Hastanin son 45 giinde diismeyen ates, lokositoz nedeniy- 
le bir devlet hastanesinde tetkik edildigi, kan ve idrar kiltiirlerinde etken iretil- 
medigi, viral seroloji ve romatolojik incelemelerin normal oldugu, kemik iligi aspi- 
rasyonunda patoloji saptanmadigi 6grenilmistir. Yapilan immunolojik incelemeler 
sonucunda NBT testinin diisuk olmasi ve molekiiler inceleme sonucu p22phox'da 
mutasyon saptanarak hastaya otosomal resessif Kronik granulomatéz hastalik 
tanis! konuldu. Kronik granulomatéz hastalik fagositer sisteme ait NADPH oksidaz 
eksikligine bagl gorilen kalitsal bir primer immiin yetersizlikdir. Salmonella enfek- 
siyonu, ¢ocuklarda ¢ogunlukla kendini sinirlayan akut gastroenterit belirtileri ile 
seyreder iken fagosit islev bozuklugu olan primer immiin yetersizlikli hastalarda 
daha agir_ klinik belirtiler ve bakteriyemi ile karsimiza gelebilir. 
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Abstract 

Herein we report a surprising diagnosis of a patient admitting with prolonged 
high fever and septic shock to our pediatric intensive care unit. She was looked for 
immunodeficiency because of history of recurrent infections from neonatal period 
and Salmonella enteritis bacteremia. She was investigated at a local hospital for 
fever lasting for 45 days, leucocytosis, blood and urine cultures, viral serology, au- 
toimmune markers, bone marrow analysis were all normal. Nitroblue tetrazolium 
test demonstrated the diagnosis of autosomal recessive chronic granulomatous 
disease with mutation at p22phox. Chronic granulomatous disease is an immuno 
deficiency caused by defect in nicotinamid adenine dinucleotide phosphate oxi- 
dase enzyme primarily affecting the phagocytes. Salmonella infections are gener- 
ally mild in children presenting as acute gastroenteritis but can cause bacteremia 
in patients with altered host defences especially neutrophil dysfunction. 
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Giris 

Kronik granilomat6éz hastalik [KGH], nikotinamid adenin dintk- 
leotit fosfat [NADPH] oksidaz enzimindeki bozukluk sonucu or- 
taya cikan kalitsal bir primer immun yetersizlik hastaligidir. 
NADPH oksidaz enzimi birgok membran proteinleri [gp91 phox 
ve p22phox] ve sitoplazmik proteinlerden [p47phox, p67phox, 
p40phox, rac] olusur [1,2]. Bu proteinlerin herhangi birinde olu- 
san mutasyon sonucu, fagositik sistemin H202 ve siiperoksit 
olusumu_ engellenmekte ve fagosite edilen mikroorganizmalar 
oldiirtilememektedir. Olgularin %65’inde goériilen gp91 phox mu- 
tasyonu X’e bagli resessif olarak kalitilir iken digerleri otozo- 
mal resesif kalitim ile olusmaktadir [3]. Hastalik ilk defa 1954 
yilinda Janeway ve arkadaslar tarafindan tanimlanmis [4], 
1959 yilinda ise Bridges ve ark. tarafindan ise “cocukluk ¢agi- 
nin olimcil granilomatoz hastaligi” seklinde adlandirmistir [5]. 
Katalaz pozitif bakteriler ve mantar enfeksiyonlarina bagli yine- 
leyen ve yasami tehdit eden enfeksiyonlar, abse ve graniiloma 
olusumu hastaligin baslica klinik 6zellikleridir. Bu yazida dus- 
meyen ates ve septik sok nedeniyle yogun bakim Unitesinde 10 
giin entube kalan ve kan kiltiirlinde Salmonella enteritis tre- 
mesi Uizerine yapilan incelemeler sonucunda Kronik granuloma- 
toz hastalik tanisi alan 7 yasinda kiz hasta, hiicre igi bakteriye- 
misinde notrofil islev bozukluguna ve de primer immin yeter- 
sizliklere dikkat ¢ekmek tizere sunulmustur. 


Olgu Sunumu 

Yuksek ates nedeni ile klinigimiz acil servisine getirilen 7 ya- 
sinda kiz hastanin genel durumu k6ti, diiskiin, bilinci agikti. Boy: 
120 cm [50.p], kilo: 22 kg [25-50.p] idi. Atesi:38.60C, kalp tepe 
atim! 150/dk, kalp sesleri derinden geliyor, belirgin GfUrumi yok, 
$3 duyuluyordu. Tansiyonu 80/42mmHg, periferik nabizlar! za- 
yif, kapiller dolus zamani [KDZ] 4-5 saniyeye uzamisti. Solunu- 
mu takipneik, solunum sesleri dogal, solunum sayisi:33/dakika, 
oda havasinda saturasyonlari %85 idi. Bagirsak sesleri artmis, 
batinda yaygin hassasiyet ve gaz vardi. Karaciger 3 cm kot alti 
ele geliyordu. Kulak arkasinda ve sali deride egzemat6oz deri 
lezyonlari vardi. Dusmeyen ates sonrasinda sok tablosu gelisen 
hasta sepsis ve olas! makrofaj aktivasyon sendromu ontanisi ile 
yogun bakima alindi. 

Hastanin 45 giindiir diismeyen ates, l6kositoz ve CRP yiiksekli- 
8i nedeniyle bir deviet hastanesinde tetkik edildigi, kan ve idrar 
kiilturlerinde etken Uremedigi, viral seroloji ve romatolojik in- 
celemelerin normal oldugu, kemik iliZi aspirasyonunda patoloji 
saptanmadigi, cekilen batin ve kranial manyetik rezonans [MRI], 
toraks bilgisayarl! tomografi [BT], Pozitron Emisyon Tomogra- 
fi + Bilgisayarl! Tomografi [PET-BT] 6zellik saptanmadigi 6gre- 
nilmistir. Ates ve enfeksiyon géstergelerindeki yikseklik devam 
edince ailede ailevi akdeniz atesi 6ykUsti oldugu i¢in kolsisin te- 
davisi baslanmis. Kolsisin altinda da atesi dismeyince prednizo- 
lon eklenmis. Prednizolonun Ugiincii giinunde genel durumu bo- 
zulup, ishali baslayinca seftriakson tedavisi baslanmis ve klini- 
gimize sevk edilmisti. 

Genel durumunun seftriakson altinda kétiilesmesi ve uzun stire- 
li hastane yatisi dikkate alinarak, tim kiltirleri alindiktan son- 
ra hastaya meropenem ve amikasin tedavisi baslandi. Takibin- 
de biling durumu kétillesen ve septik ensefalopati gelisen hasta 
entiibe edilip PCV modunda ventilatore baglandi. Eritrosit, albu- 
min ve trombosit destegi verildi. YoSun bakima geldigi ilk giin 


ve acil serviste alinan toplam 3 kiltiiriinde Salmonella enteriti- 
dis tredi. Hastanin agir seyreden Salmonella enfeksiyonu ve do- 
gumdan itibaren sik enfeksiyon gecirme oykiisi. goz6ntinde tu- 
tularak, primer immin yetersizlik hastaliklarindan suiphe edildi. 
immunglobulin G, A, M ve E diizeyleri yasina uygun degerler- 
deydi ve hiicresel bagisikligi yansitan T, B, NK hicrelerin sayi- 
sal degerleri diisik bulunmadi. Notrofillerin islevleri incelendi- 
ginde ise Nitroblue tetrazolium [NBT] testinin sifir saptanma- 
si Gzerine molekiler inceleme istendi. p22phox eksikligi sapta- 
nan hastaya otosomal resessif Kronik granulomatéz hasta- 
lik tanist konuldu. 

Kronik Granulomatéz Hastalik tanis! konulan hastaya yogun ba- 
kimda tedavisi tamamlandiktan sonra ciktikta itrakanazol ve 
trimetoprim-sulfametaksazol profilaksisi baslandi ve fakiilte- 
miz Cocuk Immunuloji Bilim dali tarafindan izleme alindi. 


Tartisma 

NADPH oksidaz enzimi, hticre membraninda sitokrom-b558 
[gp91phox ve p22phox bileseni] ve sitoplazmada p67phox, 
p47phox, p40phox ve Rac 1/2’den gibi birgok proteinden olusur. 
Kronik graniilomat6z hastalik, dogal immun sistemin bir elema- 
ni olan bu enzim sistemindeki bozukluga bagli gelisen fagosi- 
ter sistem hastaliklarindan biri olup siklig1 125.000 canli do- 
g8umda 1 oldugu kabul edilmektedir. Mikroorganizmalarin fago- 
sitik hucreler tarafindan yutulduktan sonra solunumsal patla- 
ma ile hucre iginde dldirtilememesi sonucu graniiloma olusu- 
muna yol agmaktadir. Hastalik belirtileri siklikla erken gcocukluk 
doneminde baslar ve ortalama tani yasi 2.5-3 yas olarak bildi- 
rilmistir [1]. Hastalik eriskin dénemine kadar gecikebilir. Has- 
taliZin en sik [%65 gorillen tipi X’e bagli kalitilir ve gp91 phox 
geninde [Xp21.1] mutasyonu sonucunda olusur. Mutasyon olan 
erkek cocuklarda hastalik diger otozomal resessif gecisli tip- 
lerine gore daha agir seyreder ve yasamin ilk yillarinda haya- 
ti tehdit eden katalaz pozitif mikroorganizmalarin neden oldu- 
gu enfeksiyonlar gelisebilir [3]. Otozomal resessif gecisli tip- 
lerden p22phox %5, p67phox %5 ve p47phox mutasyonu ise 
%25 oraninda gorilir, bu hastalik tiplerinde hasta eriskin yasa 
kadar tani almayabilir. Ulkemizde 89 hastanin irdelenmesinde 
% 22.5 oraninda p22phox mutasyonuna rastlanmistir [6 ]. Bi- 
zim olgumuzun da genetik incelemesi p22phox mutasyonu ile 
uyumlu saptanmistir. 

Pnémoni, menenjit, septisemi, abse olusumu, supuratif adenit, 
osteomyelit, sellulit gibi enfeksiyonlar hastaligin baslica klinik 
ozellikleridir. Enfeksiyon siklig1 Martire ve arkadaslari tarafin- 
dan 0.15-0.3/yil oraninda bildirilmistir [7]. Staphylococcus aure- 
us ve Aspergillus tiirleri gibi katalaz Ureten mikroorganizmalar- 
la enfeksiyonlar en sik gortilmekle birlikte Burkholderia cepacia, 
Klebsiella pneumoniae ve Serratia marcescens diger rastla- 
nan mikroorganizmalardir. Salmonella, Bacille Calmette-Guerin 
[BCG] ve Mycobacterium tuberculosis ise Avrupa’da enfeksiyon 
etkeni olarak daha sik gortilmektedir [3]. Mantar enfeksiyonlari 
%20 oraninda gorilur ve Aspergillus tirleri en sik gortilen fun- 
gal ajandir ve bazan hastaligin ilk bulgusu olabilir. 

Salmonella gram negatif, hareketli, fakultatif anaerob intrase- 
luler bir mikroorganizmadir. Salmonella enfeksiyonlari cocuklar- 
da asemptomatik gastrointestinal sistem tasiyiciligindan ken- 
dini sinirlayan akut gastroenterite kadar farkli klinik bulgu ve- 
rebilirler. immiin yetersizlikli hastalarda ise menenjit, osteom- 
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yelit ve beyin absesi gibi daha agir enfeksiyonlar gelisebilir. 
Salmonella gastroenteriti sonucu bakteriyemi gelisme orani 
ise %5’den azdir. Bu nedenle agir salmonella enfeksiyonu ge- 
cirmekte olan hastalar primer immin yetersizlik agisindan in- 
celenmelidir. 

Olgumuzun 3 kez alinan kan kiiltiirtinde hep Salmonella tiremesi 
ve sik enfeksiyon gecirme oykiisu, primer immun yetmezlikten 
suphe edilmesine neden olmustur. 

Hastaligin tanisinda nitroblue tetrazolium reduksiyon testi 
[NBT] ve dihidrodamin-123 [DHR] oksidasyon yontemi kullani- 
lir. NBT testi sifir olan olgumuzun tanis! DHR testi ile de dog- 
rulanmistir [8]. 

Hastaya tan! konulduktan sonra hemen antimikrobiyal proflaksi 
baslanmistir. KGH’li olgularda en sik gortilen mikroorganizma- 
lara karsi etkili oldugundan Trimetoprim-sulfametoksazol anti- 
bakteriyel proflakside tercih edilmektedir, hastaya 5 mg/kg/giin 
iki dozda kullanmak Uzere baslanmistir. Antifungal proflakside 
ise yan etkisinin az olmasi ve Aspegillus’lara karsi etkinligi ne- 
deniyle itrakonazol 6nerilmistir. 

KGH'lu hastalarda granulom olusumu [1] ve otoimminite géri- 
lebilir. Olgumuzda herhangi granulom olusmamis ve otoimmu- 
nite gelismemistir. 

Salmonella enfeksiyonu, cocuklarda gogunlukla kendini sinirla- 
yan akut gastroenterit belirtileri ile seyreder iken fagosit islev 
bozuklugu olan primer immiin yetersizlikli hastalarda bakteri- 
yemi ve ciddi fokal enfeksiyon gibi daha agir klinik belirtiler g6- 
rulebilir. Kan kiiltGrunde Salmonella Gremesi olan hastalar im- 
mun yetersizlik agisindan degerlendirilmeli ve mutlaka fagosit 
islevleri incelemelidir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Kunt karin travmasinin cerrahi disi yonetimi hemodinamik olarak stabil hastalarda 
tercih edilen tedavi yontemidir. Cerrahi digi yonetimin sonuclari, igi bos organ ya- 
ralanmasina gore, karaciger ve dalak gibi izole solid organ yaralanmalarinda daha 
basarilidir. Bu yaklasimda, hem hastanin klinik seyri hem de bilgisayarli tomogra- 
fi bulgulari 6nemli bir rol oynar. Kiint karin travmasinda serbest peritoneal hava 
klinisyenler igin cerrahi bir zorluk olabilir giinki genellikle ici bos organ perforasyo- 
nu icin 6nemli bir radyolojik isarettir. Burada, ciddi bir kiint karin travmasina ma- 
ruz kalan geng bir erkekte, bilgisayarli tomografide saptanan ve cerrahisiz yoneti- 
len, izole pnémoperitonyum olgusu sunuyoruz. Amacimiz, kunt karin travmasinda, 
diger radyolojik bulgularin yoklugunda, pndmoperitonum varliginin yonetim sorun- 


larina cerrahlarin ilgisini cekmektir. 


Anahtar Kelimeler 


Turkce anahtar kelimeleri ltitfen secretary@jcam.com.tr gonderiniz 


Abstract 

Nonoperative management of blunt abdominal trauma is the treatment of choice 
for hemodynamically stable patients. The results of nonoperative management 
are more successful in isolated solid organ injuries such as the liver and spleen 
than hollow viscus injury. In this approach, both the clinical course of the patient 
and the computed tomography findings play an important role. Isolated pneumo- 
peritoneum in blunt abdominal trauma may be a surgical challenge for clinicians 
because it is usually a significant radiological sign for hallow viscus perforations. 
Here, we report a case of isolated pneumoperitoneum detected on computed to- 
mography and managed non-surgically, in a young man suffered from a severe 
blunt abdominal trauma. Our aim is to attract the attention of surgeons to the 
management problems of the presence of pneumoperitoneum in the absence of 
other radiological findings in blunt abdominal trauma. 
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Introduction 

In recent years, there have been significant changes in the ap- 
proach to blunt abdominal trauma. Conservative approaches 
have been increasingly used according to the improvements in 
radiological methods such as ultrasonography (US) and com- 
puted tomography (CT), interventional radiology, and critical 
care [1]. Although many cases with blunt abdominal injury can 
be managed non-surgically, this decision may not be always re- 
ceived easily. In some cases with blunt injury, free peritoneal 
air detected by radiological methods, may be the single imag- 
ing finding and may not always indicate perforation of hollow 
viscus. In this condition, such patients should be evaluated as 
a whole with repeated physical examinations, laboratory find- 
ings and advanced radiological tests before taking a decision 
of emergent surgery. 


Case Report 

A 42-year-old man was brought to emergency room with se- 
vere crush injury on the upper half of his body caused by an 
accident during the repair of lift. The patient was hemodynami- 
cally stable and the laboratory findings were all within normal 
limits. On clinical examination, the abdomen was soft and pain- 
less. Chest x-ray revealed pneumothorax, 1 cm in size, in both 
hemithorax. On abdominal plain radiography, peritoneal free air 
was not determined. US showed no abnormality. Computed to- 
mography (CT) visualized peritoneal free air in right subphrenic 
space in the absence of free fluid and solid organ injury (figure). 
Additionally, there was no evidence of traumatic rupture of the 
diaphragm. However, fractures were detected in three ribs with 
minimal pneumothorax. The patient had also minor fractures in 
lombar 1-4 vertebras and left scapula. Pheumoperitoneum was 
thought to derive from pneumothorax. The patient was closely 
monitored at the intensive care unit without any surgical inter- 
vention. The subsequent course was uneventful and the patient 
was discharged on tenth day. 


Figure. Tomographic image of free subdiaphragmatic peritoneal air (arrows) 


Discussion 
In blunt trauma, the clinical findings are usually not reliable. The 


management of blunt abdominal trauma is quite difficult and 
requires much attention. CT scan has become the diagnostic 
modality of choice in the management of patients with blunt 
abdominal injury [2,3]. Use of CT scan has dramatically changed 
the methods for diagnosing blunt abdominal trauma and re- 
fined the surgeon's decisions. It is mainly indicated for hemo- 
dynamically stable patients with equivocal findings on physical 
examination. In addition, drugs, alcohol, head trauma and spinal 
cord injury are the other endications for CT use [3]. CT is very 
useful in defining the severity of solid organ injury such as liver, 
spleen and kidney and guiding the NOM and decisions for lapa- 
rotomy. In blunt abdominal trauma, gastrointestinal perfora- 
tion is one of the most common causes of intraperitoneal free 
air. These perforations are emergency conditions requiring an 
early recognition and a timely surgical treatment. CT is the best 
imaging method of detecting it but no clear consensus exists 
on its role especially in hollow viscus and mesenteric injuries. 
Although the presence of pneumoperitoneum in blunt abdomi- 
nal trauma was a certain indication of laparotomy previously, 
effective and commonly use of CT in blunt abdominal trauma 
enabled surgeons to select patients for conservative treatment, 
and therefore the rate of conservative approaches has began to 
increase in recent years. Neverthless, missed hollow viscus inju- 
ries still remain a significant problem, as they considerably in- 
crease morbidity and mortality in patients with multiply trauma. 
It should be noted here that pneumoperitoneum detected by CT 
scan, is not always result from perforation of the gastrointesti- 
nal tract and thus may not require laparotomy [4]. Because only 
45% of patients with gastrointestinal perforation have free 
peritoneal air on imaging methods [5]. This condition is called 
as spontaneous, nonsurgical, or idiopathic pneumoperitoneum, 
and usually poses a dilemma to the surgeon. Mechanical venti- 
lation, cardiopulmonary resuscitation and pneumomediastinum 
are the other causes of free intraperitoneal air [6]. Hamilton 
et al. also reported that pneumoperitoneum can be developed 
secondary to dissection of interstitial air from the chest [7]. 
Similarly, in our case, free intraperitoneal gas was thought to 
derive from pneumothorax, according to the normal clinical 
findings and the absence of radiological findings indicating any 
abdominal organ injury. 

In conclusion, the presence of free intraperitoneal air in blunt 
abdominal trauma without a detectable solid organ injury is a 
significant surgical dilemma for most surgeons. It should be 
kept in mind that free peritoneal gas may occur as a result of 
extra-abdominal conditions as was in our case. Although sur- 
gery is the main treatment in the presence of pneumoperito- 
neum previously, hemodynamically stable patients with normal 
abdominal examination findings can be managed conservative- 
ly in blunt abdominal trauma, with closed monitoring. 
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Gzet Abstract 
Ovaryan dermoid kistin spontan riiptirii ve kist igeriginin kronik abdominal siz- Spontaneous rupture of ovarian dermoid cyst and chronic abdominal spillage of 
mas! graniilomatoz peritonite neden olan cok nadir bir durumdur, peritoneal kar- its content is a very uncommon condition, which causes granulomatous peritonitis 
sinomatozis ile karisabilir. Burada peritoneal karsinomatozisi taklit eden radyo- and can be confused with peritoneal carcinomatosis. Here is presented such a 
lojik bulgulariyla kronik granilomatozis nedeni olan riiptiire dermoid kist olgusu- case of ruptured dermoid cyst causing chronic granulomatous peritonitis with 
nu sunduk. radiologic findings mimicking peritoneal carcinomatosis. 
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Introduction 

Ovarian dermoid cysts are common lesions, accounting for up 
to 10-25% of all ovarian neoplasms[1]. Reported complications 
include torsion (16%), rupture (1-4%), malignant transforma- 
tion (1-2%), infection (1%), invasion into adjacent viscera and 
autoimmune hemolytic anemia (<1%). The spontaneous rupture 
into adjacent viscera is one of the least common complications 
[2]. Here is presented a case of ruptured ovarian dermoid cyst 
with granulomatous peritonitis, with radiologic findings mim- 
icking peritoneal carcinomatosis. 


Case Report 

A 54 year-old lady was referred to our clinic for further assess- 
ment of mild abdominal pain, fatigue and intra-abdominal free 
fluid. The patient had no operation history. Oral informed con- 
sent was obtained from the patient. Abdominal computed to- 
mography (CT) revealed intra-abdominal free fluid and diffuse 
peritoneal infiltrative lesions (with 3.5 cm thickness), which is 
considered as “omental cake” (Figure 1). 


Figure 1. Precontrast and postcontrast axial computed tomography images show 
intraperitoneal free fluid and ‘omental cake’ appearance. 


No calcification or cystic lesions were found. According to these 
findings, our first impression as diagnosis was peritoneal car- 
cinomatosis. Laboratory work-up revealed high serum CA125, 
carcinoembryonic antigen CEA and CA19-9 levels (109 U/mL, 
12,1 ng/mL and 23.576 U/mL, respectively). She had leukocy- 
tosis (14,20 K/mm3) with a serum CRP level of 107,30 mg/L. 
MRI was performed for differential diagnosis: an amorphous, 
thin-walled, cyst-like right adnexal lesion of 9.8x7.0x5.5 cm was 
detected. The margins of lesion were discontinuous. Addition- 
ally restricted diffusion of omentum on diffusion weighted im- 
ages (DWI), some fat — fluid levels on T2WI and foamy appear- 
ance of fat signals were found on MRI (Figure 2,3). 

High lymphocyte count was detected in the peritoneal fluid on 
peritoneal irrigation. Surgery revealed a ruptured right ovarian 
dermoid cyst, peritonitis and bowel adhesions. Omentectomy, 
total abdominal hysterectomy and salpingo-oophorectomy 
were performed. The frozen biopsy sections of peritoneum and 
right ovary were reported to be benign. Early postoperative 
course and 18-month follow-up of the patient was eventless. 


Discussion 

The typical radiologic finding of dermoid cyst is intratumoral 
fat. The most common ultrasound finding is a cystic mass with 
an echogenic tubercule due to hair, teeth, and fat [3]. At CT, 
intratumoral fat shows negative attenuation [4]. At MRI, intra- 
tumoral fat shows hyperintense on T1-weighted images, and 


Figure 2. Axial T1 and T2 weighted images demonstrate amorphous, thin-walled, 
cyst-like right adnexal lesion. In addition, there are fat - fluid levels and foamy 
appearance. 


Figure 3. On diffusion weighted magnetic resonance images and apparent diffu- 
sion coefficient maps, there is the restricted diffusion as a pitfall. 


drop on fat-saturated T1-weighted images. In addition to in- 
tratumoral fat, calcification is also commonly seen in ovarian 
dermoid cysts, but it does not always indicate ovarian dermoid 
cyst. Therefore, the presence of intratumoral fat is important in 
the diagnosis of ovarian dermoid cysts [3,5] 

The ovarian dermoid cysts have keratinoid content, therefore, 
they have been shown to exhibit lower ADC values than any 
other benign or malignant adnexal lesion, a characteristic that 
may help diagnose lesions with a paucity of fat [6]. We detected 
restricted diffusion on ADC maps in the both lesion and omental 
areas, therefore, we thought malignancy. 

Spontaneous rupture is an extremely rare complication of der- 
moid cyst (also known as mature cystic teratoma). Because, it 
usually has a thick capsule. The reported causes of rupture are 
torsion with infarction of the tumor, infection, malignancy and 
rapid growth of the cyst, direct trauma, or prolonged pressure 
during pregnancy [7]. At ultrasound, CT and MRI, the integrity 
of the tumor wall should be carefully evaluated for accurate di- 
agnosis of a ruptured ovarian dermoid cyst [8].Similar to these 
findings , the integrity of the tumor wall in our case was dis- 
trupted. 

There has been two possible clinic presentations for ruptured 
dermoid cysts reported in the literature. First presentation is 
spillage of tumor contents into the abdominal cavity due to 
rupture, it can lead severe acute chemical peritonitis. Second, 
chronic granulomatous peritonitis due to chronic cyst content 
leak is characterized by multiple small white peritoneal lesions, 
dense adhesions, and ascites mimicking carcinomatosis or tu- 
berculous peritonitis [9]. 

Chronic granulomatous peritonitis usually has unusual radio- 
logic findings: ascites and omental infiltration. These findings 
simulate carcinomatous or tuberculous peritonitis. Ovarian and 
gastrointestinal system malignancies usually manifest with as- 
cites and peritoneal carcinomatosis. 

Serum tumor markers (CA19-9, CEA, CA 125) tend to be high in 
gastrointestinal system lesions. In our case, high tumor mark- 
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ers, ascites, “omental cake” appearance were suggestive of a 
malignant tumor. 

As a very rare entity, chronic granulomatous peritonitis due to 
ruptured ovarian dermoid cyst can be easily confused with peri- 
toneal carcinomatosis. Mild chronic abdominal pain, a very thin 
cyst wall remnant, fat-fluid levels, and foamy fat signals on MRI 
are important clues for dermoid cyst rupture and chronic spill- 
age. Hence, MRI is highly important to make the differential 
diagnosis. 
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Ozet 

Hashimoto ensefalopatisi (HE), otoimmiin tiroidit ile iliskili nadir gértilen bir has- 
taliktir. Etiyolojisi tam olarak anlasilamamistir. Serum antitiroid antikorlari HE’de 
yliksek seviyelerde g6rtliir. Karakteristik olarak HE Bakteriyel veya viral enfeksi- 
yonlarin yoklugunda, bilissel bozukluk, psikiyatrik ve nérolojik belirtiler ile birlik- 
te goriilen otoimmun etyolojili bir tablodur. Steroid tedavisine duyarli bir ensefa- 
lopatidir. Altmis yasinda erkek hasta, yaklasik 9 aydir devam eden unutkanlik ve 
son 2 giindiir olan konusma kaybi nedeni ile hastaneye kabul edildi. Tiroid fonksi- 
yon testlerinde ileri derece hipotroidi tespit edilmesi Uzerine yapilan Elektroense- 
falografi ve MR goriintiillemeleri HE ile uyumlu bulundu. Hashimoto ensefalopatisi 
nadir gértilen ve yeterince taninmayan bir durum oldugundan diger nedenler dis- 
landiktan sonra ayirici tanida diistiniilmesi gereken bir hastaliktir. Hashimoto en- 
sefalopatisi dogru tanis! bilissel ve klinik sunumlarin farkindalig) ile konulabilir. 
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Abstract 

Hashimoto’s encephalopathy (HE) is a rare disorder associated with autoimmune 
thyroiditis. Etiology of HE is not completely understood. High levels of serum 
antithyroid antibodies are seen in HE. Presentation with otoimmune thyroiditis, 
cognitive impairment, psychiatric and neurologic symptoms and absence of bac- 
terial or viral enfections are characteristics of HE. HE is a steroid responsive en- 
cephalopathy. 60 years old male patient admitted to hospital with forget fulness 
continuing for 9 months and speech loss starting 2 days ago. Strong positivity of 
antithyroid antibodies increases the odds for HE. Thyroid function tests showed 
severe hypothyroidism. Electroencephalography and magnetic resonance imaging 
results were compatible with HE. HE is diagnosed with differantial diagnosis and 
exclusion of other reasons. This uncommon disorder is not recognised enough. 
High titres of serum antithyroid antiboides are always needed for diagnosis. Cor- 
rect diagnosis requires awareness of wide range of cognitive and clinical presen- 
tations of HE. 
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Introduction 

HE is a rare disease which is sensitive to steroids. Diagnosis 
is made with exclusion of other reasons of encephalopathy 
and finding positive results for antithyroid antibodies. This 
syndrome was first described at 1966 by Brain et al[1]. High 
levels of serum antithyroid antibodies are essential for diagno- 
sis of HE. Autoimmune encefalopathy associated with HE has 
variable clinical and psychological symptoms reported at case 
reports[2]. Thyroid pathologies have widespread prevalance at 
society. At this case report; we present a male patient with HE 
and aphasia associated with hypothyroidism who had delayed 
diagnosis. 


Case Report 

Our patient is a 60-year-old male retired doorman who doesn't 
have history of diabetes, hypertension, usage of alcohol and 
tobacco. He had problems of forgetfulness, impairment of at- 
tention and concentration disorder for 9 months. He admitted 
to neurology clinic due to speech complaints continuing for 2 
days. Patient’s symptoms include forgetting of familiar names 
and places of his belongings. For last two days, aphasia added 
to patient’s clinical status. Cognitive examination of patient 
showed attention deficit, impairment of executive functions, 
loss of visual memory and computation disorder. Myoclonus 
was present at both upper and lower extremities. Mini Men- 
tal Test evaluation was imposibble due to presence of aphasia. 
Moderate generalised cortical atrophy was found at cranial MR 
imaging(Fig.1).. 


Fig.1. T1- Weighted axial and sagittal cranial MRI showed mild generalized corti- 
cal atrophy 


Antithyroglobulin antibody level was 600/ml (referance val- 
ue<34 ml), thyroid function test results were compatible with 
hypothyroidsm. 13:0,260 ng/ml (2-4,4 ng/ml) T:0,045 ng/ml 
(0,93-1,70 ng/ml) 

Patient’s EEG findings at admission were interpreted as gener- 
alized slowdown and intermittent rhythmic delta nerve activity 
. Thyroid ultrasonography showed diffuse heterogeneous and 
hypoechogen gland. 

With these neurological findings and high positivity of anti 
thyroid antibodies besides the exclusion of another causes of 
encephalopathy; we have diagnosed the patient with HE and 
hypothyroidsm. Therapy with 100 mg / day thyroxine and dexa- 
methasone 10 mg / day was started. Patient’s symptoms re- 
solved with the treatment of levothyroxin and steroid and he 
resumed to normal life. Mini mental test score has raised to 29. 
But his cognitive evaluation showed no development at atten- 
tion disorder. Aphasia has recovered after two days of steroid 


admission. Patient’s control EEG results 2 months after his hos- 
pital discharge were normal. 


Discussion 

HE is an uncommon clinical syndrome. Diagnosis of this rare 
disorder requires positive anti TPO level and exclusion of other 
cases for encephalopathy. Prevalance is reported 2,1/100.000 
and male/female ratio for adults is 1:4[3]. Until present approxi- 
mately 130 cases were reported and most of these cases were 
female. In contrast to female predominance of these cases our 
patient was male[4]. 

Etiology and pathophysiology of HE could not be understood 
clearly. These patients have increased sensitivity at different 
otoimmune processes. Antithyroid antibodies and unidentified 
antibodies which effects brain functions can be the culprit. 
Possible mechanisms include cerebral vasculitis, toxic effects 
of TSH and antibodies to central nervous system[5]. Another 
opinion suggests that thyroid antibodies bind to cerebellar as- 
trocytes and cause pathojenic effects[6]. Two type of presenta- 
tion for HE has been reported. Focal neurologic symptoms and 
cognitive dysfunctions can be seen at type with vasculitis. Oth- 
er type causes progressive and diffuse deterioration resulting 
confusion, seizures, psychosis, dementia, fast or slow progress- 
ing cognitive impairment and somnolence. Myoclonus, tremor, 
ataxia, focal or generalised seizures, psychiatric symptoms, vi- 
sual hallucinations can be seen at diffuse type[4, 7]. 

Both of these types can be seen together and these symptoms 
are potentially reversible[8]. Plenty of diseases like metabolic, 
toxic, vasculer and neoplastic disorders have similar character- 
istics with HE; noticing HE requires careful differantial diagno- 
sis[4]. HE presents itself with clinical, labaratuary and imaging 
findings. Clinical symptoms are usually progressive[8].Tremor, 
transient aphasia, seizures, gait ataxia, somnolence, myoclonus, 
neuropsychiatric symptoms and stroke like condition can occur 
in 1-7 days of HE[4]. 

Our patient had expressive aphasia. Focal or tonic-clonic sei- 
zures were reported two thirds of the cases. Psychosis is pres- 
ent %85 of the patients[9]. Our patient had myoclonus and de- 
pression for one month. Elevated antithyroid antibody levels at 
serum is an important feature of HE. Thyroid antibodies react 
with brain tissue and these antibodies effect central nervous 
system. There is a strong correlation between the titres of an- 
tibodies and severity of neurologic findings[4,10]. Serum anti 
TPO and anti Tg levels are elevated at %100 and %73 of the 
HE cases respectively/4, 7]. 

Autoantibodies against the NH2-terminal of a-enolase (anti- 
NAE) are reported positive at % 44 of the cases[11]. We could 
not assess the level of anti-NAE at our patient. Thyroid function 
test results show variability at the cases of HE. %35 of the cas- 
es have subclinical hypothyroidism, %30 of them have normal 
thyroid functions, %20 of them have evident hypothyroidism 
and %7 of them have hyperthyroidism[4,9,10]. Our patient had 
evident hypothyroidism. 

Cranial MR imaging can be normal or can show nonspesific 
findings at white matter. At some studies, %50 of the HE cases 
had abnormal CT and MR findings such as white matter abnor- 
malities and subcortical or focal cortical abnormalities[7,12]. 
Our patient had cerebral atrophy at MR imaging, which is a 
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nonspesific finding. Abnormal electroencephalography (EEG) re- 
sults and high total protein levels at Cerebrospinal fluid (CSF) 
are seen at many of the HE cases[13]. Our patient’s EEG results 
at admisson showed generalized slowdown and intermittent 
rhythmic delta activity. These results were concordant with lit- 
erature. 

At a study for treatment, patients received hormone replaca- 
ment therapy and steroids. %92 of the patients who had hy- 
pothyroidism and HE had recovered[12]. Our patient received 
both corticosteroid and levothyroxine. Long term prognosis of 
HE patients varies, there is a high response to treatment but 
HE can also be progressive or relapsing[4,10]. There are delays 
at HE diagnosis because HE demands awareness of its mani- 
festations diagnosis. Treatment delays or no treatment at HE 
causes poor prognosis. More than %25 of the HE patients have 
permanent cognitive impairment[1 4]. Our patient’s follow up to 
present day for ten months showed euthyroidism and mild for- 
getfulness, all of other cognitive functions of patient is normal. 


Conclusion 

HE is an already known disorder. Presentation with mild en- 
cephalopathy and aphasia can cause difficulties at diagnosis. 
A complete and careful neuropsychiatric evaluation is needed. 
Otoimmune encephalopathy related to hypothyroidism has vari- 
able neurologic findings as can be seen at our patient, therefore 
clinicians should be aware of this. 
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Gecikmis Travmatik intraserebral Kanama: 
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Ozet 

Gecikmis travmatik intraserebral hematom (GTIH) kafa travmasinin nadir goru- 
len bir komplikasyondur. GTiH’un olusum mekanizmasi tam olarak bilinmemekte- 
dir. Biz burada hafif kafa travmali bir olguda gelisen GTIH olgusu rapor ettik. 25 
yasindaki erkek hasta futbol magi yaparken diismiistii. Basvuru aninda bas afgrisi 
ve bas dénmesi vardi. Acil serviste yaklasik 12 saat boyunca gézlem altinda tutul- 
du. Kafa travmasindan 26 saat, bulanti, kusma ve bas a@risi sikayetleri ile tekrar 
hastanemize basvurdu. Kontrol beyin bilgisayarli tomografi ¢ekildi ve frontal bol- 
gede travmatik intraserebral hematom tespit edildi. Sonug olarak GTIH fatal ola- 


bilir. Yakin g6zlem ve tekrarlayan BBT komplikasyonlari ve mortaliteyi azaltabilir. 


Anahtar Kelimeler 
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Abstract 

Delayed traumatic intracerebral hematoma is a rare complication of head injury. 
The etiopatogenesis of DTIH is not precisely known. We herein report a case of 
delayed traumatic intracerebral hematoma, with mild HT. This 25-year-old male 
fell down while playing in a footbal match. He had headache and vertigo. He was 
kept under observation for about 12 hours at the emergency department. At the 
26th hour after the HT incident, he presented to our hospital again with the com- 
plaints of nausea, vomiting and headache. A control brain computed tomography 
was performed and a traumatic intracerebral hematoma was determined in the 
frontal region. As a result, DTIH may be fatal. Close observation and repeat CBT 


scanning may reduce complications and mortality. 
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Introduction 

Head trauma (HT) is one of the most important public health 
problems. The incidence of minor HT has been reported to 
range from 130 to 200 cases per 100,000 people per year, 
although the estimates have been as high as 500 cases per 
100,000 people per year [1]. Traumatic intracerebellar hema- 
toma accounts for 0.6-0.82 % of all head traumas [2]. Patients 
with HT are evaluated in different groups according to their 
Glasgow Coma Scale (GCS) score. GCS of 13-15 indicates mild 
HT, 9-12 indicates moderate HT and 3-8, severe HT [3]. 
Delayed traumatic intracerebral hemorrhage (DTIH) is rare and 
is shown by brain computed tomography (BCT), where the he- 
matoma develops several hours after the trauma [2]. Its condi- 
tion and etiopatogenesis are still controversial and there is no 
standardization in terms of incidence, classification and treat- 
ment [2,4]. The first case of DTIH was described in 1891 by 
Bollinger. The author said that areas of softening developed 
in the cerebrum and medulla after head trauma. In later years, 
another author emphasized that vascular spasm acted a role in 
the etiology of DTIH [4]. 

In patients with DTIH, early diagnosis and treatment are very 
important to decrease mortality and morbidity. Therefore, a 
control BCT should be performed 4-8 hours after trauma in pa- 
tients with severe head trauma, coagulation disorders, cranial 
fracture and patients over the age of fifty [4]. Observation for 
at least 6-24 hours in patients with minor HT can be suggested. 
Furthermore, a control BCT should be obtained before discharg- 
ing these patients [5]. Here, we report a case of delayed trau- 
matic intracerebral hematoma, with mild HT. 


Case Report 

A 25-year-old male fell down while playing in a footbal match. 
He had headache and vertigo. Upon admission to the hospital, 
his arterial blood pressure was 130/80 mm Hg, his respiratory 
rate was 20/min, temperature was 36°C and his O2 saturation 
level was 98%. His heart rate was 82/min during auscultation, 
and the other system examinations revealed normal results. He 
had no history of chronic illness , and no drug or alcohol use. His 
Glasgow Coma Scale (GCS) score was 15 (E-4, V-5, M-6). His 
pupils were isochoric and the light reflex was bilaterally positive 
during his physical examination. No focal finding, no evidence 
of meningeal irritation or pathologic reflex was noted. On ad- 
mission, an initial BCT scan was performed revealing normal 
findings (Figure 1). He was kept under observation for about 12 
hours at the emergency department and discharged from the 
hospital with normal neurological examination signs, normal 
signs of second BCT (Figure 2) and without complaints. He had 
no history of abnormally high systemic blood pressure occurring 
during the observation period. Clinically, no attacks of vertigo 
or nausea and focal neurological sign occurred. However, at the 
26th hour after the HT incident, he presented to our hospital 
again with the complaints of nausea, vomiting and headache. 
GCS was 15. A control BCT was performed and a traumatic 
intracerebral hematoma was determined in the frontal region 
(Figure 3). He was transferred to the neurosurgery clinic and he 
was discharged from the hospital without any sequela on the 
seventh day of his hospital stay. 


Figure 1. An initial BCT scan normal findings 


Figure 2. Normal neurological examination signs, normal signs of second BCT ( 
About 12 hours at the emergency department) 


Discussion 

DTIH is a rare complication of head injury [2]. The etiopato- 
genesis of DTIH is not precisely known. However, the possible 
pathogenic mechanisms may include impairment of autoregu- 
lation, necrosis, structural abnormalities of the vessel walls af- 
ter injury, traumatic aneurysm, metabolic changes at the cellu- 
lar level, vasospasm, venous congestion as a result of increased 
intracranial pressure and coagulopathy at the region of trauma 
[4]. 
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Figure 3. A traumatic intracerebral hematoma was determined in the frontal re- 
gion 


BCT and MRI (Magnetic resonance imaging) is useful in diag- 
nosing intracerebral hematomas. BCT has been particularly 
helpful at the emergency department in increasing the diag- 
nosed patients population [4,6]. Fukamachi et al. reported that 
DTIH developed within 48 hours in 50 % of patients in whom 
CBT was normal or when there was a minimal hyperdense le- 
sion within the first 6 hours [6]. Nagata et al. said that DTIH oc- 
cured in 54.5 % of patients who had normally appearing areas 
on the initial BCT [2]. 

Kaplan et al. stated that DTIH is commonly demonstrated with- 
in the first post-traumatic 10 days, particularly in the first 3 
days [7]. Nagata et al. said that the time of occurrence of DTIH 
ranged from 4 hours to 4 days, with amean of 31.5 hours 
[2]. In the literature, it has been stated that DTIH usually occurs 
within 72 hours after HT [4] . In a pediatric patient group with 
397 patients, Hamilton et al. reported the rate of DTIH as % 
4.3 [1]. However, Nagata et al. [2] reported an average age of 
25.5 and reported no gender predominance. In our study, the 
was 28 years of age and ICH was established 26 hours after 
the HT event. 

Nagata et al. [2] stated that DTIH was usually found in the pos- 
terior fossa and that its prognosis was known as unfavorable. 
However, in another study, it reported that the most common 
locations for DTIH were the frontal and the temporal lobes [4]. 
Kaplan et al. [7] said that DTIH was located in the occipito- 
parietal region by a countercoup mechanism. In our case, the 
intracerebral hemorrhage was located in the frontal region and 
he was discharged on the seventh day of hospitalization. Fortu- 
nately, our patient completely recovered. 

In a study, While the clinical appearance is initially stable in 
these patients, a suddenly decreased GCS, increased focal neu- 
rological sign or focal seizures can ocur [4]. In Kutlay’s study, 
neurological examination was normal in 50% of cases with 
DTIH [4]. In our study, the patient’s clinical situation was stable 
and his neurological examination was normal. We performed 
CBT initially and 12 hours after admission. He had normal CBT 
findings. However, he presented again to our emergency de- 


partment 26 hours after the HT event and an intracerebral he- 
matoma was determined. 

The use of emergency CBT is still controversial in patients with 
mild HT [8]. In previous studies, it has been reported that the 
rates of detection of abnormal signs on the CBT varied in pa- 
tients with mild HT [8]. Furthermore, mortality and neurosurgi- 
cal intervention are rare in mild HT. Nevertheless, Kreitzer et al. 
reported that patients with mild HT demonstrated a low rate of 
adverse outcomes when observed for 6-24 hours [5]. 

Our case had a favorable outcome without surgery, but DTIH 
may be fatal. Close observation and repeat CBT scanning ren- 
der more favorable results. Therefore, patients with mild HT 
should undergo close observation and they should be given ad- 
vice regarding HT after discharge. Furthermore, the observa- 
tion period may be extended and an outpatient control should 
be proposed within three days for patients with mild HT. 
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Ozet 

Apendiksin agenezisi birgok deneyimli cerrah tarafindan bile nadir goriilen klinik 
bir durumdur. Bu duruma akut apandisit tanisiyla ameliyata alinan 100 000 olgu- 
da 1 olarak rastlanilmaktadir. Daha once herhangi bir operasyon gecirmemis 20 
yasindaki erkek hasta akut apandisit semptomlartyla acil servise kabul edilip ame- 
liyata alindi. Ancak yapilan eksplorasyonda apendiks bulunamadi. Akut apandisit 
semptomlariyla gelen olgudan 6ncelikle dikkatli bir anamnez alinmali, 6zellikle ge- 
cirilmis operasyonlar bakimindan iyi sorgulanmali ve muayene edilmelidir. Apen- 
diks agenezisi tanisina karar vermeden once ileo-cekal bélge ve cikan kolon mobi- 
lize edilerek kapsamli ve titiz bir ekplorasyon yapilmalidir. Ayrica biittin bu islem- 
ler yapilirken hassas olan ileo-cekal bolge travmatize edilmemelidir. Akut apan- 
disit semptomlari olan olgularda appendiks agenezisi olabilecegi akilda bulundu- 
rulmalidir. 
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Apendiks Yoklugu; Apendiks Agenezisi 


Abstract 

Appendix agenesis is rarely seen, even for many experienced surgeons. The inci- 
dence of appendix agenesis has been reported as 1 per 100,000 cases admitted 
for surgery with a diagnosis of acute appendicitis. A 20-year old male with no 
history of surgery presented to the emergency department with the symptoms 
of acute appendicitis and was admitted for surgery. No appendix was found in 
the surgical exploration. Cases presenting with the symptoms of acute appendici- 
tis should have a detailed anamnesis taken with careful questioning, particularly 
related to previous surgery and a thorough physical examination should be per- 
formed. Before establishing the diagnosis of appendix agenesis, a comprehensive 
and careful exploration should be conducted after mobilizing the ileo-cecal region 
and ascending-colon. In addition, care should be taken to avoid injuring the ileo- 
cecal region, which is highly sensitive. Appendix agenesis should be kept in mind 
in cases presenting with the symptoms of acute appendicitis. 
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Introduction 

Congenital absence of the appendix is defined as the agenesis 
or atresia of appendix. Appendix agenesis was first described 
by Morgagni in 1718 [1]. The incidence of appendix agenesis in 
laparotomies applied with initial diagnosis of acute appendici- 
tis has been reported as 1/100,000 [1, 2]. Diagnosis of appendix 
agenesis is made by laparotomy or laparoscopy [1-3]. 

In this report, we present a case who was initially diagnosed 
with acute appendicitis symptoms by diagnostic laparoscopy 
and later diagnosed with vermiform appendix agenesis during 
surgical exploration. This uncommon clinical event is presented 
in light of the literature. 


Case Report 

A 20-year old male with no history of previous surgery pre- 
sented to the emergency department with a two-day history 
of nausea, vomiting, lack of appetite and abdominal pain which 
had started in the in the right lower quadrant. 

The patient had no history of previous surgery and no sign of 
appendicitis such as perforated appendix. On auscultation, the 
intestinal sounds were normoactive. In the abdominal examina- 
tion, there was sensitivity and muscular defense on palpation in 
the right lower quadrant. No clinical sign was found in the rectal 
examination and the other system examinations were normal. 
Laboratory findings were as follows: leukocytes; 11,400/ml 
(4000-8000) and other biochemistry results were normal. No 
appendix was observed on ultrasound. The findings initially 
suggested the presence of acute appendicitis. In the diagnostic 
laparoscopy, since the appendix was not visualized in the loca- 
tion of the cecum, the cecum was mobilized and the exploration 
was extended from the ileo-cecal region to ascending-colon; 
however, no appendix was found. The patient was discharged 
on the second day after operation since the complaints recov- 
ered and the laboratory parameters returned to normal. The 
patient has been followed up for a year and no problem has 
been detected so far. 


Discussion 

Appendix agenesis is a rarely seen clinical event which was first 
described by Morgagni in 1718. Although the appendix agen- 
esis is likely to be diagnosed during abdominal surgery, the 
definitive diagnosis is made by laparoscopy or laparotomy [1- 
3]. In our study, the patient had no history of previous surgery. 
The diagnosis of vermiform appendix agenesis was established 
during diagnostic laparoscopy. In such situations, the presence 
of similar previous symptoms should be investigated [4-5]. If 
laparotomy is performed with the suspicion of acute appen- 
dicitis, all the possibilities that mimic these symptoms should 
be investigated. Moreover, the patient should be questioned as 
to whether or not these or similar symptoms had previously 
occurred. Most common of these symptoms include terminal 
ileitis, ectopic pregnancy rupture, Meckel’s diverticulum, mes- 
enteric lymphadenitis (more often in children), salpingo-oopho- 
ritis, and ovarian cyst rupture. In some cases, the appendix may 
be resorbed by autoamputation following perforated appendici- 
tis [4]. Urinary infections and the stones at the lower ureter may 
also exhibit similar symptoms. However, none of these symp- 
toms had been experienced by our patient. The absence of ap- 


pendix may be in the form of congenital agenesis or atresia of 
appendix, or rudimentary appendix [6-8]. Shand et al reported 
that the use of thalidomide during pregnancy caused appendix 
agenesis during pregnancy (in utero) [6]. In our study, the pa- 
tient had no history of in-utero usage of thalidomide. In some 
studies, appendix agenesis has been reported with intestinal 
malformations [7-8]. In our patient, no intestinal malformation 
was observed. To avoid incorrect diagnosis, history of previous 
surgeries and appendectomy should be carefully investigated 
[2]. In our patient, no history of surgery or intra-abdominal in- 
fection that could cause autoamputation was detected. 

When the appendix cannot be seen easily, the cecum should be 
fully mobilized, the site of the convergence of the three tenia- 
coli and ascending colon should be explored, and the ileo-cecal 
region should be carefully examined [1-4]. In our patient, al- 
though the exploration was extended from the convergence of 
the three tenia coli to ascending colon, no appendix was found. 
As above mentioned, there may be several reasons for the pain 
in the right lower quadrant. When there is no positive sign, a 
stone at the lower ureter is the most probable cause. In our 
patient, no positive sign that could cause the pain in the right 
lower quadrant was found, except for the stone at the lower 
ureter which had fallen spontaneously. We considered that this 
situation was the reason for the spontaneous recovery of the 
symptoms. 

The aim of this report was to emphasize the clinical importance 
of appendix agenesis, rather than the reasons causing this clini- 
cal event. Accordingly, we believe that the presentation of this 
rare case will be beneficial for the early diagnosis of patients 
with appendix agenesis who present with a pain in the right 
lower quadrant. 


Conclusion 

Vermiform appendix agenesis is a rare occurrence. Medical 
history of the patient is of prime importance since resorption 
might have occurred in perforated appendicitis or the appendix 
might have been removed in a previous laparotomy. 
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Ozet 

Glenoid displazi siklikla gézardi edilen, skapulanin nadir bir gelisimsel anomalisi- 
dir. Birgok hastada asemptomatik olup, ¢ekilen akciger grafisinde rastlantisal ola- 
rak teshis edilmesine ragmen omuz ekleminde insitabilite olusturmasi nedeniy- 
le de tarif edilmistir. Bizim geng erkek hastamizda son 5 yildir, yilda 4-5 kez tek- 
rar eden omuz cikiklar! oluyormus. Her defasinda acil poliklinikte rediiksiyon ya- 
pilip, omuz askis! ve istirahatle taburcu ediliyormus. Son olarak tekrar gercekle- 
sen omuz cikigi ile tarafimiza basvurdugunda ise, ¢ekilen direkt grafisinde bilate- 
ral glenoid displazi tanisi konuldu. Bu olgumuzdaki gibi tekrarli omuz cikiklari olan 
hastalarda akla gelmesi gereken glenoid displazi tanisini, klinik ve radyolojik bul- 


gular ile birlikte sunuyoruz. 
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Abstract 

Glenoid dysplasia, which is often ignored, is a rare developmental anomaly. In 
most cases the patients remain asymptomatic. Although glenoid dysplasia has 
been diagnosed by incidentally on chest radiograph, also it has been described be- 
cause of the developing instability of shoulder joint. Our young male patient who 
has recurrent dislocation of the shoulder-joint 4-5 times a year for last 5 years, 
dislocation has been reduced in the emergency department and he has been dis- 
charged from hospital with shoulder strap and rest. Finally when he admitted to 
our outpatient clinic with recurrent shoulder dislocation, the diagnosis of glenoid 
dysplasia is revealed by X-ray examination. We present the diagnose of glenoid 
dysplasia with clinical and radiological findings which should be kept in mind in 


patients with recurrent dislocations of shoulder as in our case. 
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Giris 

Glenoid displazi, skapula glenoid kikirdagin alt Uicte ikisinin eksik 
kemiklesmesi ile karakterize nadir bir durumu ifade eder [1,2]. 
Siklikla g6z ardi edilen bu durum birgok hastada asemptomatik 
olup, ¢ekilen akciger grafisinde rastlantisal olarak teshis edil- 
mesine ragmen, omuz ekleminde insitabilite olusturmasi nede- 
niyle de tarif edilmistir [3]. Wirth ve ark. [3] bu hastalar! G¢ grup 
olarak tarif etmislerdir. Bir; omuz insitabilitesi olmadan bilate- 
ral glenoid hipoplazisi olanlar, iki; insitabilite ile bilateral gleno- 
id hipoplazisi olanlar ve Gcuinciisu; tek tarafll glenoid hipoplazisi 
ve humerus basinin ciddi deformitesi olanlar. Bizim hastamizda, 
ikinci grupta; insitabilite ile bilateral glenoid hipoplazisi ve buna 
bagli tekrarli omuz cikiklari olan bir hastaydi. Biz de, olgumuzda- 
ki gibi tekrarli omuz cikiklari olan hastalarda glenoid displazinin 
akla gelmesi gerektigini, bu hastaligin klinik ve radyolojik bulgu- 
lari ile birlikte tanisini ve tedavisini sunuyoruz. 


Olgu Sunumu 

Her iki omuz agrisi ve hareket kisitliligi sikayeti ile basvuran 33 
yasinda erkek hastanin afgrilari iste calisirken gelisen omuz ¢I- 
kiklar! sonrasi meydana geliyormus. Her iki omuzda da gelisebi- 
len cikiklar, son 5 yildir, yilda 4-5 kez oluyormus. Her seferinde 
acil poliklinige basvuran hastanin omuz ¢ikigi diizeltiliyor, omuz 
askisi ve istirahat tedavisi ile 1-2 hafta igerisinde tekrar isine 
geri déniiyormus. Son olarak bir giin Once sa& omuzunda tek- 
rar cikik olmus ve acil servise basvuran hasta tarafimiza yon- 
lendirilmis. Hastanin muayenesinde sag omuz eklem hareket- 
leri fleksiyon 140, abduksiyon 130, ig ve dis rotasyon 70 dere- 
cede kisitli ve siddetli agriliydi. Sol omuz hareketleri ise; abduk- 
siyon ve fleksiyon 160 derecede, i¢ ve dis rotasyon 80 derece- 
de kisitli ve hafif agrillydi. Sol omuzda Neer ve Hawkins sikis- 
ma testleri pozitif saptandi. Omuz stabilite muayenesinde bila- 
teral omuz aprehansion (endise) testi pozitif bulundu. Genel ek- 
lem laksitesi igin yapilan degerlendirmede higbir anormal bulgu 
yoktu. Kas kuwveti, derin tendon refleksleri ve duyu muayenesi 
normaldi. Cekilen antero-posterior omuz grafisinde sag hume- 
rus basinin glenoid inferiorunda oldugu ve her iki skapula boy- 
nunun kisa ve glenoidin hipoplazik oldugu gortildii (Resim 1). Bu 


Resim 1. Bilateral antero-posterior omuz grafisi: Her iki skapula boynunda kisalik, 
glenoid fossada siglik, korakoidde uzama ve sagda belirgin humerus basi glenoid 
inferiorunda lokalize goriilmektedir 


bulgular isiginda, omuz eklemleri insitabil olan hastaya bilateral 
glenoid displazi tanis! konuldu. Hastanin sa omuz eklemi ka- 
pal! rediikte edildi. Rediiksiyon sonrasi nérovaskiller muayene- 
si dogaldi. Hasta konservatif tedaviye alinarak; sa& omuzu ndt- 
ral pozisyonda ve hafif abdiiksiyonda tutan yastik destekli Vel- 
peau bandaji, anti-inflamatuar ilaclar, sicak uygulama ve yasam 
tarzi degisiklikleri verildi. Beraberinde hasta, 6 hafta stiren (30 


seans) fizik tedavi ve rehabilitasyon (FTR) programina alindi. 
Bu programda; her iki omuz igin ultrason (1MHz frekans, 1.5 W/ 
cm2 yogunluk, 10 dakika /seans), transkiitan6z elektrik sinir sti- 
miuilasyonu (TENS ) (konvansiyonel mod, 100Hz frekans, 100s 
uyar! suiresi, 20 dakika/seans), supraspinatus, deltoid ve infras- 
pinatus kaslarina elektrostimiilasyon (kuvvetlendirme progra- 
mi, 20-50Hz frekans, 0-100 mA amplitiid, optimal kontraksiyo- 
na gore uyari suresi, 20 dakika/seans) uygulamalari yapildi. Ek 
olarak, bilateral glenohumeral ve skapulatorasik eklem stabili- 
zasyon ve kuvvetlendirme (izometrik ve izotonik) egzersizleri uy- 
gulandi. FTR program! sonras! omuz agrilari ve hareket acikligi 
tama yakin diizelen hasta, ev egzersiz program! ile taburcu edil- 
di. Ayrica hasta, glenohumeral eklem kapsiilii ve varsa labral lez- 
yonlarin degerlendirilmesi icin her iki omuz manyetik rezonans 
(MR) artrografi ¢ekilmesi ve cerrahi agidan takibinin yapilmasi 
igin bir Gst merkeze yénlendirildi. 


Tartisma 

Glenoid displazinin etiyolojisi tam olarak anlasilamamistir. Pa- 
togenezinde, alt glenoid kikirdak kemiklesmesinde bir aksama 
oldugu gortilmektedir [2]. Dogumda skapulanin biyik bir kismi 
kemiklesmis olmasina ragmen, skapulanin alt kdsesi, akromi- 
yon, korakoid proses ve glenoidde dogum sonrasi yaklasik on-on 
bes yila kadar kikirdak doku varligini sirdiirmektedir. Glenoid 
fossa bir proksimal ve distal kemiklesme merkezi ile gelisir. Bu 
ossifikasyon merkezlerinin biri veya her ikisinin birlikte sapma 
géstermesi glenoid displazi gelisiminde rol oynamaktadir. Ol- 
gularin az bir kismi ailesel olmasina ragmen, bizim olgumuzda- 
ki gibi cogunda aile 6ykiist yoktur [1]. Glenoid displazi 6nce na- 
dir gorillen bir durum olarak kabul edilmesine ragmen, son yil- 
larda diistinilenden daha yaygin olabilecegi varsayilmaya bas- 
lanmistir. Bunun nedeni olarak ise, siklikla asemptomatik olma- 
si nedeniyle insidansinin gegmiste g6z ardi edilmesi olarak agik- 
lanmaktadir [4]. Ayrica Keith ve ark. [4] yaptiklari! galismada; 2 
aylik bir surede 98 hastanin MR artrografilerini retrospektif ola- 
rak incelediklerinde, %14.3’tinde orta veya siddetli glenoid disp- 
lazi saptamislardir. Edelson [5] ise, 11.000’in Uzerinde kadavra- 
yl incelediginde kuzey Cin ve Alaska Eskimo toplumlarinda go- 
rilen glenoid displazi insidansinin % 19 ile % 35 arasinda de- 
gistigini bildirmistir. 

Glenoid displazi birgok hastada asemptomatik olup, ¢ekilen ak- 
ciger grafisinde rastlantisal olarak teshis edilir. Bizim olgumuz- 
da oldugu gibi, genellikle bilateral ve simetrik olup, bazen tek 
tarafli olabilmektedir [1]. Literatur bilgileri, olgularin muhteme- 
len hayatin ikinci veya Uciincii on yilinda semptomatik olaca- 
gint bildirmektedir [1]. Glenoid displazisi olan hastalarda agri, 
hareket kisitliligi ve omuz insitabilitesi degisken sikliklarda g6- 
rulmektedir. Literatiir gozden gecirildiginde, hastalarin yaklasik 
% 21’inde omuzda agri, %43’Uinde omuz hareketlerinde kisitlilik 
ve %2’sinde semptomatik insitabilite vardir [1]. ikinci on yildan 
sonra semptomatik hale gelen hastamizda; omuz agrisi, tekrarl 
omuz cikiklari (insitabilite) ve hareket kisitliliklar! vardi. 

Glenoid displazide gériilen radyografik bulgular, literaturde ta- 
rif edilmistir. Bunlar; skapula boynunda kisalik, glenoidde sig- 
lasma ve korakoid ile klavikulada uzama ve sekil degisiklikle- 
rini igermektedir [6]. Glenoid alt kosesinde centiklesme ve di- 
zensizlik tipik olarak goruntir. Ayrica glenohumeral eklem alt k6- 
sesinin buyimesi de, muhtemelen glenoid labrum hiperplazisi- 
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ne ikincil olarak tarif edilmistir [7]. Bizim olgumuzun radyografi- 
sinde de bilateral tipik skapula boynundaki kisalik ve glenoid hi- 
poplazi goriilmekteydi. 

Glenoid displazide MR bulgulari ise, glenoid fossa artikiiler kikir- 
dagin kalinlasmasi ve posterior glenoid labrumun genislemesi- 
dir. MR artrografide ise anormal inferior glenoid labrumda fis- 
stir gorUlebilmektedir [7]. 

Glenoid displazi tedavisi tartismali olmakla birlikte, cogu yazar 
konservatif yaklasimlari savunmaktadir [3]. Wirth ve ark. [3] te- 
davide FTR programlarinin semptomlari gidermede etkili oldu- 
gunu bildirirken, Smith ve ark. [8] ise; 12 hastalik olgu serilerin- 
de, geng hastalarda FTR’nin daha basarili oldugunu fakat yas- 
lilarda ameliyata ihtiyag olabilecegini bildirmislerdir. Bizim ol- 
gumuzda ise, FTR programina hastanin uyumunun ve katilimin 
yuksek olmasi ve geng yasta olmasi nedeniyle tedavinin basarili 
oldugu diistinulmektedir. Glenoid diplazi hastalarinin cerrahi te- 
davisinde ise, yas, semptomlarin siresi, osteoartrit varligi ve in- 
sitabilite gibi faktorlere bagli olarak cerrahi yaklasimlar farkli- 
lik gostermektedir [8]. Eger insitabilite ile birlikte glenoid disp- 
lazi erken fark edilirse, bir glenoid osteotomi glenoidin normal 
versiyonunu yeniden saglayabilir [7]. Ayrica, bu bozuklukla bir- 
likte glenohumeral artriti olan yasli hastalarda ise, total omuz 
replasmani yapilabilecegi bildirilmektedir [7]. Olgumuz konser- 
vatif yaklasimla tedavi edilmesine ragmen, cerrahi agidan daha 
iyi bir degerlendirme yapilabilmesi ve takibi icin Gst bir merke- 
ze yonlendirilmistir. 

Sonug olarak; glenoid displazi siklikla gézden kagabilen, radyo- 
lojik bulgularinin bilinmesi ile farkinda olunabilecek gelisimsel 
bir omuz anomalisidir. Omuz agrisi ve hareket kisitliligi yanin- 
da tekrarli omuz cikiklarinda da akla gelmesi gerekmektedir. Bu 
hastalarda tipik radyografi ve MR artrografi bulgulari ile tani 
konulabilmektedir. Glenoid displazi tedavisinde ise FTR uygula- 
malar etkili olmakla birlikte cerrahi girisimlere de ihtiyag duyu- 
labilmektedir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Haemophilus influenzae ¢ocukluk caginda 6nde gelen menenjit etkenlerindendir. 
Bes yas altinda invaziv enfeksiyonlara neden olur ve Haemophilus influenzae Tip 
b (Hib) serotipi vakalarin buyiik cogunlugundan sorumludur. Konjuge Hib asilarinin 
rutin asi takvimine girmesinden sonra invaziv enfeksiyonlarin sayisi belirgin olarak 
azalsa da asilamaya karsin halen invaziv hastalik bildirilmekte ve bu olgular ara- 
sinda kapstisiiz (tiplendirilemeyen) serotiplere rastlanmaktadir. Ancak tiplendiri- 
lemeyen serotiplerin neden oldugu invaziv hastalik sikliginda artis ile ilgili hentiz 
kesin bir veri yoktur. Her yas grubunda akut bakteriyel menenjit etkenleri arasin- 
da tiplendirilemeyen Haemophilus influenzae serotipine rastlanmaktadir. Bu ya- 
zida, Hib asisi yapilmis bir gocukta tiplendirilemeyen H.influenzae enfeksiyonu- 


na bagli bakteriyel menenjit olgusu etkene dikkat ¢ekmek amaciyla sunulmustur. 
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Abstract 

Haemophilus influenza is one of the most common cause of bacterial meningitis 
in children. H.influenzae, especially type b (Hib) serotype causes invasive infec- 
tions in children under five years of age. The widespread use of Hib conjugate 
vaccines has led to a dramatic decline in the incidence of invasive Hib infections. 
But, the invasive diseases are still reported, particularly nontypeable H. influenzae 
(noncapsulated) remain as an important pathogen. However, there is no evidence 
that nontypeable H. influenzae infections have increased in frequency. Nontype- 
able H. influenzae serotype is encountered as a cause of acute bacterial menin- 
gitis among all ages. In this paper, we present to draw attention to the causative 
bacterium, in a case of bacterial meningitis caused by nontypeable H. influenzae 


infection in a child immunized with Hib vaccine. 
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Giris 

Haemophilus influenzae, sadece insanda hastalik yapan, ki- 
cuik, pleomorfik, gram negatif, fakiltatif, anaerop bir kokoba- 
sildir. Dis yuzeyinde bulunan polisakkarit yapidaki kapstilU mik- 
roorganizmay! fagositozdan korur. Polisakkarit kapstl varligi 
H. influenzae’nin tir serotip siniflamasinda 6nemlidir. Kapstl- 
li olanlar serolojik olarak alti serotipe [a,b,c,d,e,f] ayrilir. Kap- 
sul igermeyen turler ise tiplendirilemeyen olarak adlandirilir. Tip 
B kapsil ribosil ve ribosil fosfat polimerinden olusur ve polisak- 
karit asinin en 6nemli antijenik bilesenidir [1]. Solunum yollarin- 
da kolonize olan H. influenzae’nin tiplendirilemeyen [kapsilstiz] 
suslar! siklikla bronsit, otitis media, sinuzit, konjunktivit ve idrar 
yolu enfeksiyonu gibi mukozal hastaliklara neden olur. Menen- 
jit, pnomoni, epiglottit, osteomyelit, septik artrit, sepsis gibi in- 
vaziv enfeksiyonlardan ise gogunlukla [%95] tip b kapsiile sahip 
olan H. influenzae sorumludur [2]. Olgularin %85’i bes yas alti 
cocuklardir. Hib konjuge asisinin yapilmasiyla invaziv Hib hasta- 
ligt gecirme sikligi anlamli olarak azalmistir. Asilamaya karsin 
halen invaziv hastalik bildirimleri olmaktadir ve bu olgular ara- 
sinda kapsulsiiz [tiplendirilemeyen] serotiplere bagli enfeksiyon- 
lar g6receli olarak daha sik gériilmektedir. Ancak tiplendirileme- 
yen serotiplerin neden oldugu invaziv hastalik sikliginda artis ile 
ilgili heniiz kesin bir veri yoktur. Bu yazida tiplendirilemeyen H. 
influenzae’nin Hib asisi yapilmis, saglikli cocuklarda da menenji- 
te neden olabilen potansiyel bir patojen olarak akilda tutulmasi 
gerektigi vurgulamaktadir. 


Olgu Sunumu 

Asilar! Saglik Bakanligi Asi Takvimine gore dizenli olarak ya- 
pilmis alti yasinda kiz hasta ates, kusma ve siddetli bas agri- 
si nedeniyle basvurdu. Fizik muayenesinde boy: 115 cm [50.p], 
kilo: 23 kg [50.p], kan basinc! 100/60 mmHg, viicut sicakligi: 
39°C, bilinci agik, meningeal irritasyon bulgulari pozitif olarak 
saptandi. Diger sistem muayeneleri dogaldi. Laboratuvar ince- 
lemelerinde lékositoz, nétrofili, lenfopeni [19000/mm3, nétro- 
fil: 17600, lenfosit: 1400], anemi [hemoglobin: 10.9 g/L] var- 
di. C-reaktif protein: 5.6 mg/dl, eritrosit sedimantasyon hizi 22 
mm/saat olarak saptandi, diZer serum biyokimya ve elektrolit 
diizeyleri normaldi. Hastanin immunglobulin G, A ve M diizey- 
leri yasina uygundu. Beyin omurilik sivisinin [BOS] rengi bula- 
nik, BOS biyokimyasinda glukoz dustik [14 mg/dl, es zaman- 
li kan sekeri: 121 mg/dl]), protein yksek [275 mg/dl] saptandi, 
4000 nétrofil /mm3 goruldi. Hastanin kan kulturti ve BOS kil- 
tir alinarak vankomisin ve seftriakson tedavileri baslandi. Te- 
davinin 3. gtiniinde ates yakinmasi ve meningeal iritasyon bul- 
gular geriledi, kontrol lomber ponksiyonunda BOS berrakti, bi- 
yokimyas! normaldi ve hiicre saptanmadi. BOS kiltiiriinde tip- 
lendirilemeyen Haemophilus influenzae Uremesi oldu. Hastanin 
tedavisi 14 giine tamamlandi, komplikasyon gelismedi, hasta 
sifa ile taburcu edildi. 


Tartisma 

Cocuklarin cte biri 18 ayina gelmeden H. influenza’nin hem 
kapsiillti hem de kapsiilsiiz suslari ile kolonize olmaktadir. in- 
deks vakanin oldugu durumlarda tasiyicilik orani kres ve giinduiz 
bakim evlerinde %60’a kadar ¢ikmaktadir. Solunum yollarinda 
kolonize olan H. influenzae transmural gd¢ veya bagimsiz htic- 
reler aras! mekanizma ile subepitelyal bosluga ulastiktan sonra 


kan dolasimina katilarak invaziv hastaliga neden olmaktadir. in- 
vaziv hastalik 6zellikle kapsilli H. influenzae tip b ile olusmakta- 
dir. Olgular biiyik gogunlukla bes yasin altinda ézellikle de 6-12 
aylik gocuklardir. 

Tiplendirilemeyen H. influenzae serotipleri kapsiili olmasa da 
HMW1 ve HMW2 gibi yapisma faktorleri, IgA 1’i pargalayan pro- 
teaz salinimi, peptidoglikan ve lipopolisakkaritlerin silyalara in- 
hibitor etkisi sayesinde saglikli cocuklarda da invaziv hastaliga 
neden olmaktadir. 

Arkansas’'ta  yapilan bir galismada, tiplendirilemeyen  H. 
influenzae’nin invaziv hastaliklara neden oldugu cocuklarin % 
86’s! 4 yas altinda iken, % 68’ininde ise alta yatan hastaligi 
saptanmistir [4]. Olgularin 4 yas altinda daha sik olmasi ylksek 
nazofarengeal kolonizasyon ile agiklanmaktadir. Ayrica bu yas 
grubunda viral solunum yolu enfeksiyonlarinin fazla olmasi mu- 
kozal inflamasyonu ve bakteri invazyonunu kolaylastirmaktadir. 
Tiplendirilemeyen H. influenzae’nin neden oldugu invaziv hasta- 
liklarda travma, immun yetersizlik veya beyin omurilik sivisi ka- 
cag gibi allta yatan hastaliklarin arastirilmas! gerekmektedir. 
Bizim olgumuz daha 6nce saglikli olan asilari tam olarak yapil- 
mis 6 yasinda kiz cocuguydu. Olgumuzun kantitatif immunglo- 
bulin diizeyleri normal bulundu. 

1985 yilinda konjuge Hib asisinin ABD’de kullanima girmesinden 
sonra invaziv hastalik insidansi belirgin olarak azalmistir ve bes 
yas altinda 1/100 O00’in altina inmistir [2]. Avrupa’da ise son on 
yil iginde asi sonrasi Hib menenjiti gortilme sikliginin %90 azal- 
digi bildirilmistir [3]. Endonezya’da yapilan bir ¢alismada ise Hib 
asisi ile her 179 gocuktan birinde menenjit, her 18 cocuktan bi- 
rinde ise pnédmoni gelisimi engellenmistir [5]. 

Asilama sonrasi invaziv Hib enfeksiyonlarinin azaldigi kanit- 
lanmistir ancak az da olsa asi susundan farkli tiplerdeki suslar 
veya tiplendirilemeyen H. influenzae suslari ile invaziv enfeksi- 
yonlar bildirilmektedir [6]. Health ve arkadaslar! asilama sonrasi 
tiplendirilemeyen serotiplerde artisa dikkat ¢ekmislerdir [7]. Ad- 
derson ve arkadaslar! ise H. influenzae tip a’nin neden oldugu 
dort menenjit vakas! bildirmislerdir [8]. Asilamaya ragmen tip- 
lendirilemeyen Hib enfeksiyonlarinin goriilmesinin nedeni olarak 
tek bir kapsul serotipine karsi asilama, kapsil yapisindaki degi- 
siklikler, genotip farklilik gibi fikirler One siirulse de ispatlanmis 
bir kanit bulunamamistir [6]. Ancak tiplendirilemeyen serotiple- 
rin neden oldugu invaziv hastalik sikliginda artis ile ilgili henuz 
kesin bir veri yoktur. 

Bu yazi tiplendirilemeyen Haemophilus influenzae’nin altta ya- 
tan bir hastaligi olsun olmasin her yas grubunda akut bakteri- 
yel menenjite yol agan etkenler arasinda hatirlanmasi gerekti- 
gini vurgulamak amaciyla yazilmistir. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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Ozet 

Dressler Sendromu(DS), plevra ve perikardin inflamatuvar reaksiyonuna se- 
konder gelisen atesli bir hastaliktir. Siklikla perikard operasyonu yapilan has- 
talarda goriillir. Ancak, DS miyokard infarktiistini takiben, perkiitan islemler- 
den sonra sira dis! bir komplikasyon olarak gozlenebilir. Koroner stent imp- 
lantasyonu sonrasi, epikardiyal pacemaker sonrasi, transvenédz pacemaker 
sonrasi, kiint travma sonrasi, bicak yaralari ve kalp ponksiyonlari sonrasi g6z- 
lenmistir. Perikardiyal efiizyon siklikla sendroma eslik eder ve postoperatif 
erken veya ge¢ dénemde kardiyak tamponad gelisebilir ve hatta tekrarla- 
yan kardiyak tamponadlarda gézlenebilir. Sendrom perikardiyal ve/veya pl6- 
retik agri, plevral eftizyon, pndmoni, anormal EKG ve radyografi bulgulari ile 
karakterizedir. 


Anahtar Kelimeler 
Dressler Sendromu; Post Kardiyak injuri Sendromu; Plevral Eftizyon; Perikar- 
diyal Eftizyon 


Abstract 

Dressler Syndrome (DS) is a febrile illness secondary to an inflammatory re- 
action involving the pleura and pericardium. It is more common in patients 
who have undergone surgery that involves opening the pericardium. How- 
ever, DS has also been described following myocardial infarction and as an 
unusual complication after percutaneous procedures such as coronary stent 
implantation, after implantation of epicardial pacemaker leads and transve- 
nous pacemaker leads, and following blunt trauma, stab wounds, and heart 
puncture. Pericardial effusions often accompany the syndrome and may de- 
velop into early or late postoperative cardiac tamponade and even recurrent 
cardiac tamponade. The syndrome is also characterized by pericardial or 
pleuritic pain, pleural effusions, pneumonitis, and abnormal ECG and radiog- 
raphy findings. 
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Effusion 


DOI: 10.4328/J)CAM.3939 


Received: 04.10.2.105 Accepted: 30.10.2015  Printed:01.10.2015 J Clin Anal Med 2015;6(suppl 5): 718-23 


Corresponding Author: Erkan Ceylan, Ziimriitevier Mah. Pirsultanabdal Cad. Nishadalar Sitesi 56/7 Maltepe, istanbul, Turkiye. 


E-Mail: drerkanceylan@yahoo.com 


718 | Journal of Clinical and Analytical Medicine 


Dressler / Dressler 


Giris 

Dressler sendromu (DS); Postakut myokardiyal sendrom, post 
kardiyak injuri sendromu, postperikardiyotomi sendromu olarak 
ta tanimlanmaktadir. DS perikard ve/veya miyokard hasarlan- 
masini takip eden, haftalar icinde gelisen ates, ploréperikardit 
ve parankim infiltrasyonu ile karakterize bir klinik tablodur [1- 
3]. Bu sendrom literatiirde miyokard enfarktiisii, kardiyak cerra- 
hi, kint gogtis travmasi, perkiitan sol ventrikiil biyopsisi, pace- 
maker yerlestirilmesi, koroner stent implantasyonu, kalp ponksi- 
yonlari ve anjiyoplasti sonras! tanimlanmistir [1,4]. 


Tarihce 

DS ilk olarak 1953 yilinda mitral kapak kommissurotomi ope- 
rasyonu geciren hastalarda Soloff tarafindan gézlenmis ve 
postkommissurotomi sendromu olarak tanimlamistir [5]. Soloff 
postkommissurotomi sendromunu etyolojik nedeninin romatiz- 
mal ates reaktivasyonu oldugun savunmustur. Itoh 1958’de bu 
klinik tabloyu postperikardiyotomi sendromu olarak tanimlar- 
ken, sendromun sikligini da %10-50 arasinda oldugunu gézlem- 
lemistir [6-9]. Ginumiz bilgileri ile uygun tanimlama 1956’da 
Dressler tarafindan yapilmis ve DS olarak adlandirmistir [1]. 


insidans: 

Dressler, myokart infarktiisii (ME) sonrasi DS insidansini %3-4 
olarak bildirirken, Light, ME ve perikarditli olgularda %15 ola- 
rak bildirilmistir [10,11]. Engle ve arkadaslar! 257 cocuk olgu- 
da, kardiyak cerrahi sonrasi DS insidansini %30, Miller ve arka- 
daslari ise 1 yillik periyotta kardiyak cerrahi geciren 944 olguda 
%17.8 olarak belirtmislerdir [9,12].Birgok arastirmaci ise DS in- 
sidansini %5’den az gozlemislerdir [13-17]. Miller ve arkadasla- 
ri kardiyak cerrahi geciren olgulardaki DS insidansini diger tiim 
cerrahi gecirenlerle yaklasik olarak esit oranda ortaya ¢iktigini 
belirtmistir [12]. 


Predispozan Faktorler ve Patogenez: 

Sendromun kesin etyolojisi bilinmemekle beraber perikardin ha- 
sar gormesi sonrasi a¢iga cikan antijenlere karsi olusan oto- 
antikorlarin olusturdugu otoimmin bir olay oldugu kabul edil- 
mektedir. Transplantasyon sonras! postperikardiyotomi send- 
romu gelisen hastalarda yapilan bir ¢alismada aktive T helper 
(CD4+/25+) ve sitotoksik T-hiicrelerinin(Leu-7+/CD8+) arttigi 
goézlenmistir [18,19]. 

Dressler, sendromun hipersensitivite reaksiyonuna bagli olabi- 
lecegini bildirirken[1], Janton; romatizmal ates reaktivasyonuna 
[20], Ito; travmatik perikardite [6], Burch ve Engle Coxsackie B 
gibi bir latent virlis enfeksiyonuna bagli olabilecegini bildirmis- 
tir [21,22]. Farkli epidemiyolojik galismalarda toplumda enfeksi- 
yon prevalansinin yiiksek oldugu dénemlerde DS’nin yiiksek insi- 
dansa sahip oldugu gosterilmistir [23-25]. Bu ¢alismalarda viral 
enfeksiyonlarin immiun cevabi tetikledigi diisintilmistir. Engle 
ve arkadaslari antikalp antikoru mevcut olan DS sendromlu ol- 
gularda yiiksek viral antikor titreleri saptamis ve virlis enfeksi- 
yonlarinin DS etyolojisinde 6nemli rol: oldugunu belirtmislerdir 
[26]. Ust solunum yollarinda viral enfeksiyonu olan 150 hastada 
yapilan prospektif bir galismada sporadik olarak gelisen myo- 
perikardit ve Q dalga infarkti gésterilmistir. Ancak, perikardiyal 
veya plevral sivilarda virtis izole edilmemistir [27]. 

GUnimuzde sendromun nedeni tam olarak bilinmemekle bera- 
ber immiinolojik bir temele dayandig1 bilimsel olarak kabul edil- 
mektedir. Perikard hasari, yatkinlik gosteren bireylerde immt- 
nolojik olaylar! baslatabilmektedir. Perikarda cerrahi islem uy- 
gulanan olgularda, sendromun gelisimi ile antikalp antikorlari 


arasinda yakin iliski gosterilmistir [9-11].Benzer sekilde koroner 
arter bypass cerrahisi sonrasi DS gelisen olgularda aktin ve mi- 
yozine karsi anlamli antikor seviyeleri saptanmistir [24]. DS’de 
miyokard hasari veya ME sonrasi salinan miyokardiyal antijen- 
lere karsi gelisen immun aktivasyon lokal inflamatuvar reaksi- 
yonu tetikleyerek plevra, sinovya gibi uzak organlari etkilemek- 
tedir [28,29]. Miyokard hasarindan DS ortaya ¢ikana kadar 2-3 
haftalik latent dénemde immiin reaksiyon gelismektedir [30]. 
Kortikosteroid veya nonsteroid antiinflamatuar ilaclara(NSAii) 
iyi yanit vermesi ve relapslara gozlenmesi DS patogenezinde 
immtunolojik mekanizmalarin 6nemli bir kanitidir. Bununla bir- 
likte miyokard hasar derecesinin DS ile direkt iliskili olmamasi 
da sendromun immiunolojik 6zelligZini desteklemektedir [24,31]. 


Risk Faktorleri: 

GUnimiuzde ¢ok cesitli risk fakt6érleri tanimlanmistir. Bunlar; 
genc yas, perikardit, aort kapak replasman 6ykisu, kortikostero- 
id kullanimi, BRh(-) kan grubu olma ve daha 6nce halotan, enflo- 
ran anestezisi alma bulunmaktadir. Bununla beraber Mayis, Ha- 
ziran, Temmuz aylarinda sendrom sikliginin arttigi tespit edil- 
mistir [12, 29]. Bu risk faktorlerinin bilinmesi DS’nin erken tani- 
si igin cok degerli bilgiler verebilir. 


Klinik Ozellikler: 

DS kardiyak travma veya bir ME sonrasi ortaya cikan ates, 
gogiis agrisi, perikardit, plorit ve pndmoni ile karakterize- 
dir. Semptomlar ME’yi takiben ilk haftada cikabilmekle bera- 
ber siklikla 2. veya 3. haftada gdézlenir. Kardiyak operasyon- 
lar sonrasi ise semptomlar takip eden ilk 3 haftada gézlenir; 
fakat 3 giin ve 1 yil arasinda herhangi bir zamanda da orta- 
ya cikabilir [11,32,33,34]. Kardiyak cerrahiyi takiben olgularin 
%10-%50’sinde ortaya ¢ikabilecegi ve sendromun baslangicinin 
pacemaker implantasyonunu takiben diger durumlardan daha 
hizlt oldugu bildirilmektedir [12]. Bajaj ve arkadaslar! 68 yasin- 
da bir erkek hastada pacemaker takilmasini takiben bir iki giin 
igerisinde DS gelistigini belirtmislerdir[35]. 

Sendromun iki kardinal semptomu ates ve gogiis agrisidir. G6- 
Bis agrisi siklikla ates baslamadan 6nce vardir. Agri; genellik- 
le baski tarzinda, kiint-yanici, miyokardiyal iskemiyi taklit edi- 
ci 6zelliklerdedir. Ploretik nitelikte olabilirken g6giis agrisi bicak 
saplanir tarzda omuz ve skapulalar arasi bélgeye yayilabilir. De- 
rin inspirasyonla veya gévdenin déndirilmesiyle artar, oturur 
pozisyonda veya one egilirken azalir. Agri baslangicindan son- 
ra saatler veya gunler iginde plevral siirtiinme sesi duyulabilir. 
Plevral siirtiinme sesi pozisyonla veya solunumla degisebilir, ge- 
cici oldugu icin seri oskiiltasyonlar yapilmalidir [36]. Hemen he- 
men tim olgularda perikardiyal frotman vardir ve cogunda da 
perikardiyal efizyon mevcuttur. Olgularin yaklasik %75’inde li- 
neer ya da yama tarzinda ve genellikle akciger bazalinde lokali- 
ze pulmoner infiltratlar gozlenir [24]. Laboratuvar incelemesin- 
de genellikle 10-20 bin arasinda l6kositoz ve orta derecede art- 
mis sedimentasyon hizi(ESR) saptanir [11,33,34]. DS’de plevral 
tutulum sik gézlenir. Calismalarda %68-%83 oraninda plevral 
efiizyon saptanmistir [10,37]. Genel olarak plevral eftizyon az 
miktarda olup, baskin klinik bulgu perikardite baglidir. Perikardi- 
yal efizyon miktari genellikle azdir ve tamponad nadirdir. Plev- 
ral efiizyonlar unilateral yada bilateral gériilebilmektedir [37]. 
Stelzner ve arkadaslarinin 35 DS’li olgunun klinik ve laboratuvar 
bulgularini degerlendirdikleri galismalarinda vakalarin %96’sin- 
da ESR’de yiikselme, %91’inde plevral eftizyon, %66’sinda ates, 
%63’unde perikardiyal frotman, %57’sinde dispne, %51’inde 
raller, %49’unda ldkositoz ve %46’sinda plevral frotman tespit 
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etmislerdir. Plevral efUzyon saptanan 16 olgunun 12’sinde efiiz- 
yonun eksuda vasfinda oldugu gésterilmistir [37]. Hastalarin kli- 
niklerinde okstriik, ates gibi pndmoni bulgulari, fizik muayene- 
lerinde de pnomoni, plevral sivi ve perikardiyal siviya sekonder 
muayene bulgulari gozlenir. Sistemik sivi retansiyonu ve hepa- 
tomegali ve hipoksemi gézlenebilir. 


Komplikasyonlar: 

Kardiyak Tamponat: DS’ye bagli kardiyak tamponat yasami teh- 
dit eden 6nemli bir komplikasyon olup literatiirde %0.1-6 oran- 
larinda bildirilmistir [38,39,33]. Perikardiyal efiizyon acil peri- 
kardiyosentez ve drenaj gerektirir. Acik kalp ameliyati olan 1290 
hastalik prospektif bir calismada da, DS tanisi alan 10(%0.8) 
hastada tamponat gelismistir [38]. Bu hastalardan biri sodyum 
warfarin ve ikisi ise aspirin allyordu. Bu hastalardan 9’una pe- 
rikardiyosentez birine ise tekrarlayan tamponat nedeniyle pe- 
rikardiyal stripping uygulandi. Olgularda oliim gozlenmedi. Bir- 
cok calismada gésterilmistir ki DS’de tamponat nadirdir ve es- 
zamanli antikoagtilan tedavi olmadan da ortaya ¢ikabilir. Tek 
antikoagilan kullanim! ¢ogu durumda giivenli olmakla bera- 
ber bu hastalar yakindan izlenmelidir. DigZer taraftan antikoa- 
giilan tedavi ile az dahi olsa tehlikeli tamponad gelisebilir. Bu 
nedenle antikoagiilan tedavi prostetik kapak, genis miyokard 
infarktusti(6zellikle anterior), atriyal fibrilasyon gibi yiiksek risk- 
li hastalarla sinirlt olmalidir [10,40-42,43]. 

Konstrtktif Perikardit: Postoperatif dénemde olgularin %5’in- 
den azinda gozlenir. Konstriktif perikardite perikard kalinlasir 
ve kalbe yapisir. Bu halde ventrikillerin dolmasi kisitlanir. Bu ol- 
gularda perikardiyotomi gerekli olabilir. Bu olgularda inflamatu- 
var yanita bagli gelisen gogiis agrilari solunumsal sikintilara ve 
hipoksemi gelisimine neden olabilir. Bu nedenle pulse oksimetre 
ile strekli oksijen satirasyonu takibi yapilmalidir [44]. 

Koroner Arter ve Koroner Arter Bypass okliizyonu: Urschel ve ar- 
kadaslari kalp cerrahisi sonrasinda perikardiyal efiizyon sapta- 
nan 45olgudan 10’unda greft oklizyonu saptamislar ve bunlar- 
dan 4’U yasamin1 yitirmistir [45]. Baska bir calismada kalp ame- 
liyatlar! sonrasinda perikardiyal efiizyonlu hastalarda, greft ok- 
lizyonu ve perikardiyal efuzyonun agirlig1 arasinda herhangi bir 
korelasyon saptanmamistir [39]. 

Pulmoner Tutulum: En yaygin tutulum sekli plevral eftizyon- 
dur(%62). Bununla beraber arastirmalarin birgogu akciger in- 
filtratlar! Gzerine odaklanmistir. Parankim infiltrasyonu ise %50 
olguda gosterilmistir. Radyolojik bulgular degisik sekilde yorum- 
lanmakla beraber siklikla konjestif kalp yetmezligi ve akciger 
enfeksiyonlari ile karisabilmektedir [9,46]. 


Tani: 

DS’nin tanisal spesifik bir bulgusu olmadigi gibi kesin bir tani 
yontemide bulunmamaktadir. ME veya kardiyak islem/operas- 
yonu takiben olusmus bir plevral efiizyon, ozellikle perikardit 
bulgulari ile birlikte gelisen bir klinik varliginda DS diisintilmeli- 
dir. Serum ve plevral sivi laboratuvar degerleri ayirici tanida de- 
gerli olmakla birlikte uygun klinik ve laboratuvar sonuclari son- 
rasinda pnémoni, kalp yetmezligi, pulmoner emboli tanilarinin 
ekarte edilmesi ile kesin tani konulabilir. Literatiirde DS gelisi- 
mi icin bildirilen Mayis, Haziran, Temmuz aylarinda bulunma, 54 
yasin altinda olma, daha once perikardit gecirilmesi veya aort 
kapak replasmani uygulanmasi, enfloran veya halotan anestezi- 
si verilmesi ve prednizon kullanilmasi gibi durumlarda DS gelis- 
me olasiligi daha yiiksektir [12, 29, 47]. 

DS tanisinda bazi kriterler kullanilmaktadir [36]. Bunlar major 
ve minor kriterler olarak siniflandirilmistir. Major kriterler; peri- 


kardiyal veya plevral frotman, gégiis agris! ve 380’nin Uizerinde 
ates olmasidir. Minor kriterler ise; ESR, C reaktif protein (CRP) 
seviyesinde ve ldkosit sayisinda artis olmasidir. Pnémoni, kalp 
yetmezligi, pulmoner emboli vb. durumlar ekarte edildikten son- 
ra iki major ve bir minor kriter varliginin DS tanisi i¢gin yeterli ol- 
dugu ifade edilmektedir [32]. 

DS’de en sik gortilen semptomlar ploretik gogtis agrisi (%91)ve 
nefes darligidir (%57). En sik bulgular ates (%66), plevral frot- 
man (%46), akciZer muayenesinde raller (%51) ve perikardiyal 
frotmandir (%63). En sik gozlenen laboratuvar bulgulari ESR’de 
artis (%96) ve lokositozdur (%49). Hastalarin akciger grafisinde 
en sik plevral efiizyon saptanmaktadir (%83) [37]. 

Olgularin Uc¢te ikisinde plevral sivi g6zlenmekte olup, sivi siklik- 
la bilateraldir ve cogu vakada az miktardadir. Plevral sivi eksu- 
da niteliginde olup, glikoz ve pH degerleri normaldir. Bazi olgu- 
larda pH 7,4 den biyuk olabilir. Plevral sivi, olgularin %30’unda 
hemorajik gériinimdedir. Plevral sivida hiicresel dagilim degis- 
kendir, polimorfontkleer l6kositler veya mononikleer hiicreler 
akut donemde yiiksek degerlerde saptanirken, kronik vakalar- 
da lenfosit hakimiyeti gézlenebilir [11,37,48]. DS’de gelisen pe- 
rikardiyal eftizyon ise genelde az miktarda olup, plevral sivi ige- 
rigine benzer ozellik tasir. Perikard tamponadina neden olmasi 
son derece nadirdir [49]. 

Kan sayiminda lokositoz ve sola dogru bir kayma gézlenebilir. 
Kan kiltirleri inflamatuvar hastaliklarla enfeksiyon hastalikla- 
rinin ayirimi, erken tani ve ayirici tanida 6nemlidir. Bu neden- 
le kan kultirlerinin negatif olduklarinin gésterilmesi 6nemlidir. 
ESR ve CRP gibi akut faz reaktanlari yuksek bulunmaktadir. An- 
tikalp ve antikardiyolipin antikor seviyelerinin yiiksekligi tani- 
da kullanilabilmekle beraber, sensitivitesinin diisuk, spesifitesi 
ilimli yuiksektir [50]. Klinik galismalarda antikalp antikorlari ile 
DS gelisimi arasinda dogru iliski oldugu gésterilmistir [51,52]. 
DS’li hastalarin serumlarinda antimiyokardiyal antikor titreleri- 
nin yuksek oldugu gosterilmistir [53]. Benzer sekilde plevral sivi- 
da antimiyokardiyal antikor seviyelerinin yiksekligi gosterilmis 
ve buna bagli olarak plevral sivida antimiyokardiyal antikor tit- 
resinin 6lciminiin tanisal degeri olabilecegi, ayrica plevral si- 
vida kompleman seviyesinin diisik olmasinin da tanida 6nem- 
li olabilecegi bildirilmistir [54,55]. Kalp enzimleri 6lcmu, sonuc- 
larinin cok farkli degerlerde gelmesi nedeniyle genellikle yarar- 
li degildir. 

Ayrica DS'li olgularda hemoptizi, artrit, artralji ve nedeni acikla- 
namayan anemi gibi bulgular da gortilebilmektedir [32]. Ancak 
bu klinik ve laboratuvar bulgularin hi¢biri DS i¢in spesifik degil- 
dir. Hemorajik perikardiyal veya plevral eksudatif efiizyon varli- 
81 DS’yi diistindiirse de patognomik degildir. Bu nedenle DS ta- 
nisi tipik klinik bulgulara ek olarak pulmoner emboli, konjestif 
kalp yetmezligi, atelektazi ve pnémoni tanilarinin ekarte edil- 
mesiyle konur [56,57]. Pulmoner embolinin kesin ekartasyonu 
onemlidir, ginkii antikoagiilan tedavi yaklasim! postkardiyak in- 
juri sendromunda kontrendikedir ve bu olgular hemoperikardi- 
yum gelisimi agisindan risk altindadir [1,3,58]. Kalp yetmezligi 
anamnezinin olmamasi, normal ekokardiyografik inceleme, ek- 
sudatif plevral sivi tespiti ile kalp yetmezligi ekarte edilir. Purti- 
lan balgam olmamasi, akciger fizik muayene bulgularinin azligi 
ve pnomonik konsolidasyonun kiicuklugu, yada olmamasi, pn6- 
moni ile orantisiz agir klinik tablo varlig1 DS lehine yorumlanir. 
Kan ve plevral sivi kiltiirlerinde treme olmamasi ile parapn6- 
monik efiizyon disi tanilar klinik olarak 6nem kazanir. 

Gogus radyografisi: Pulmoner infiltralarin eslik ettigi plevral 
efiizyon varliginda akciger grafisi tanida yararlidir. Kalp silue- 
ti perikardiyal kese icginde bulunan sivi miktari ile orantili ola- 
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rak biiyiiktiir. 

Elektrokardiyografi: Elektrokardiyografik bulgular siklikla anor- 
maldir. Baslangi¢ bulgular, global ST segment elevasyonu ve T 
dalga inversiyonu ile perikarditi taklit edebilir. Miyokard infla- 
masyonundan kaynaklanan subepikardiyal yaralanma, ST seg- 
ment elevasyonuna neden olur. Biiyiik perikardiyal eftizyonlar, 
diistk QRS amplitiidtine neden olabilirler. 

Ekokardiyagrafi: Ekokardiyografi standart tanisal bir testtir. 
Radyografiye gore ¢ok daha hassas bir gortintiileme yéntemi- 
dir. DS’nin erken evrelerinde, kiigik miktarlardaki sivi sistolde 
sol ventrikiillin posterior kisminda tespit edilebilir. Artmis sivi 
miktarlarini ise ekokardiyografi ile saptama cok daha kolaydir. 
Konjestif kalp yetmezligini DS’den ayirt etmede ekokardiyografi 
yardimcidir. Kardiyak out put her iki durumda da azaltilir. Buyuk 
efiizyonlu DS’de bir veya birden fazla kalp bosluklari perikard si- 
vist ile sikistirilmis olabilir. Ekokardiyografi ventrikiler kontrak- 
tilite degerlendirilmesinde 6zellikle yararlidir. 

Manyetik Rezonans Goriinttileme: Kardiyak manyetik rezonans 
gortintuleme kalp dinamikleri ve perikard anormallikleri deger- 
lendirmek igin daha sik kullanilmaya baslanmistir. Bu gortintille- 
me yéntemi transtorasik ekokardiyografi ile kolayca goértintile- 
nemeyen lokiile sivilar ve posterior perikard sivisi koleksiyonla- 
rint belirlemede daha yararlidir. 


Ayirici Tani 

+ Pulmoner Emboli 

« Pnémoni 

+ Siléz perikardiyal efiizyon 
+ Siléz plevral efiizyon 

« Konstriktif Perikardit 

+ Konjestif Kalp Yetmezligi 
- Bakteriyel Endokardit 

- infektif Perikardit 

+ Nonviral Myokardit 

+ Viral Myokardit 


Tedavi: 

Ozellikle perikardit bulgulari ile birlikte gelisen bir klinik tablo 
varliginda hemodinamik takip, pulmoner anjiyografi, ventilas- 
yon sintigrafisi, kultUr sonuclari ile (balgam, plevra sivisi, peri- 
kard sivisi, kan) diger tanilarin kesin ekartasyonu sonrasi teda- 
vi baslanir. Tarihsel sUre¢te Dressler, etyolojide immin reaksi- 
yonlari sorumlu tutarak kortikosteroid tedavisinin basarili ola- 
cagini, antibiyotik tedavisi basarili olmayacagini belirtmistir [1]. 
Weiser ve arkadaslar! ise pulmoner infiltratlari kalp yetmezligi- 
ne baglamis ve agresif kalp yetmezligi tedavisi 6nermistir [59]. 
DS siiphesi olan hastalar hemodinamik olarak stabilse genel- 
likle tetkik ve tedavileri ayaktan devam edebilir. Semptom ve 
bulgular! kardiyak tamponadi dustindiiren olgular, genel duru- 
mu ve hemodinamisi bozuk ciddi olgular hastaneye yatirilarak 
tetkik ve tedavi edilmelidirler. Bu olgularda perikardiyal eftiz- 
yon drenaji ve klinik belirtilerin iyilesmesi sonrasi ayaktan te- 
davi edilebilirler. 

DS’nin tedavisinde hastalarin coSu NSAii ve/veya kortikostero- 
idlere iyi yanit verir. Genellikle aspirin, indometasin, ibuprofen 
gibi NSAii sivi azalmasini takiben 4-6 hafta streyle verilirler. 
NSAii yeterli ve giivenli dozlarda hastaya verilmelidir. Antipla- 
telet etkininin 6n planda olmasi gereken olgularda aspirin daha 
6ncelikli diistindlen tedavi olmalidir. NSAii’le genelde iyi sonuc- 
lar alinirken bazi hastalarda kortikosteroidler gerekebilir [60]. 
Kortikostroidler yaygin yan etkileri nedeniyle daha kisitlh kulla- 
nilmaktadir. NSAii intoleransi olan, klinigi siddetli olan, tedaviye 


ragmen relaps gésteren yada bu ilaglarla yanit alinamayan ol- 
gularda kortikosteroidler 6nerilir. Kortikosteroidler orta-yiiksek 
dozlarda kullanilabilirler. Genellikle 60mg/giin baslayip haftada 
5mg’lik doz azaltma seklinde 1-4 hafta streyle kullanilirlar. Kor- 
tikosteroidler, klinik belirtilerde hizli diizelme ve antikalp anti- 
korlarda hizli diisme saglar [24,61]. 

DS'li hastalarda NSAil’lerin karsilastirildigi cift-kér plasebo 
kontroll randomize bir ¢alismada 10 giin sure ile indometa- 
zin (25mg 4x1) veya ibuprofen (600mg 4x1) uygulanmis ve in- 
dometazin verilen olgularin %90,7’sinde, ibuprofen verilen olgu- 
larin ise %87,5’inde semptomlarin kayboldugunu belirtilmistir. 
Her iki grupta ilag yan etkileri, hastanede kalis sureleri ve iske- 
mi insidansinin benzer oldugu gézlenmistir [62]. 

Koroner arter bypass cerrahisi geciren olgularda DS tanisini net 
olarak koymak cok 6nemlidir. Ciinkii perikardit, graft oklizyonu- 
na neden olabilmektedir. Urschel ve arkadaslar! koroner arter 
bypass operasyonundan sonra sendrom gelisen ve semptomatik 
olarak tedavi goren 14 olgunun 12’sinde (%86) graft okliizyonu 
ortaya ¢iktigini, prednizolon ile tedavi edilen (30mg/giin 1 hafta 
ve azaltilarak 5 haftada kesilen dozda) ve ilave olarak 600 mg/ 
gin aspirin verilen 31 olgunun sadece 5’inde (%16) graft okliiz- 
yonu gelistigini belirtmislerdir [45]. 

Tekrarlayan perikardiyal efiizyonda puse yUksek doz intravenéz 
immiunglobulin ve haftalik diisuk doz metotreksat kullaniminin 
basarili sonuclar! tanimlanmistir [63,64]. Rekiirrens durumunda 
tedavide Kolsisin kullanimi tavsiye edilmektedir [66]. 
Perikardiyosentez: DS’nin neden oldugu tamponad hayat! tehdit 
eden bir durumdur. Postperikardiyotomi sendromunda goriilen 
inflamatuvar degisiklikler perikardta lokal plevral sivi koleksi- 
yonlari ve perikardiyal yapisikliklara neden olabilir. Solunum si- 
kintisina neden olabilen genis plevral efzyonlu olgularda tera- 
potik torasentez yapilmalidir. Benzer sekilde yasami tehdit eden 
perikardiyal efUzyonlarin neden oldugu tamponat durumunda 
perikardiyosentez uygulanmalidir [57]. 

Perikardiyosentezde standart subksifoid yaklasim Onerilir. Eko- 
kardiyografi esliginde lokalize tampon bélgesi gézlemlenir. Ge- 
nisletilmis kateter drenaji ile ekokardiyografi esliginde perikar- 
diyosentez perikardiyal efiizyonlu hastalarda primer yOntemdir. 
Tip drenaji genellikle antiinflamatuar tedavi baslatildiktan iti- 
baren 24-48 saat boyunca takili birakilir. 

Diyet ve aktivite: Hastalarda genellikle istah azalmistir. Ancak, 
spesifik diyet kisitlamalar! genellikle gerekli degildir. Yorucu, 
efor gerektiren faaliyetlerden kaginmalidirlar. Tedavide sadece 
yatak istirahati hafif vakalarda yeterli olabilir. Ates diistip, akci- 
ger grafisi ve EKG bulgulari diizelene kadar siki yatak istiraha- 
ti uygulanmalidir. 

Cerrahi Tedavi: Cerrahi olarak perikardiyal pencere agilmasi 
persistan semptomlari olan veya medikal tedaviye ragmen re- 
laps gézlenen hastalarda gerekli olabilir. Bu agik bir torakoto- 
mi ile veya VATS (video yardimli torakoskopik cerrahi) ile yapil- 
maktadir [63, 64]. Perkiitan balon perikardiyotomide bu hasta- 
lar icin bir baska alternatiftir. Bu islem floroskopi altinda balon 
kateter kullanarak kateterizasyon laboratuvarinda olusturuldu- 
gu icin daha az invazif bir islemdir [57, 66]. 


Prognoz 

DS vakalarinin cogu birkag hafta iginde dizelir. Nadiren, semp- 
tomlar 6 aydan daha uzun sirebilir. Antiinflamatuar ilaglarin ke- 
silmesi sonrasi relapslar ortaya cikabilir. Relaps hastalarin yak- 
lasik olarak %10-15’inde ortaya cikmaktadir. Rekirrenslerin 
¢ogu operasyondan sonraki 6 ay icinde ortaya ¢ikmaktadir [67]. 
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Morbidite / mortalite 

DS genellikle hafif, kendi kendini sinirlayan inflamatuvar bir 
hastalik olarak kendini gosterir. Progresif perikardiyal efitizyo- 
na bagli olarak hayati tehdit eden perikard tamponadi gelise- 
bilir. Tamponad DS'li olgularin %1’inden daha az goriliir. Kardi- 
yak dolum basinclarinin artmasi, ventrikiiler diyastolik dolumun 
progresif kisitlanmasi, kardiyak out put ve kalp debisinde azal- 
maya bagli olarak kardiyak tamponad gelisir [68]. 


Caydiricilik / Onleme 

Guniimiuzde DS gelisimini 6nlemede kullanilan bir medikal ajan 
bulunmamaktadir [69]. Kardiyopulmoner bypass uygulanan has- 
talarda DS’yi 6nlemek icin kortikosteroid ve kolsisin kullanimi- 
nin koruyuculugu gozlenmemistir [70]. 


Cikar Cakismasi ve Finansman Beyani 
Bu calismada cikar gakismasi ve finansman destek alindigi be- 
yan edilmemistir. 
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A Case of Metachronous Lung Carcinoma 


Metakron Akciger Karsinomlu Olgu / A Case of Metachronous Lung Carcinoma 
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Akciger kanserli hastalarda primer kanserin tedavisi sonrasi ortaya cikan 2. ve 3. primer tumére metakron akciger timort denir. 
Metakron timorlerde 1975’te Martini ve Melamed’in 1995’te de Antakli ve arkadaslarinin tanimladigi kriterler kullanilmaktadir. Bu 
kriterlere gore metakron timorlerde farkli histolojik tip veya histolojik tip ayni ise hastaliksiz gegen siirenin 2 yildan fazla olmasi, 
hastaligin in situ diizeyde saptanmasi, ikinci kanserin degisik bir lob veya akciZerde olmasi veya ortak lenfatik drenaj yolunda 
karsinom olmamasi, ekstrapulmoner metastaz bulunmamasi esas alinmaktadir[1]. 

55 yasinda erkek hasta, 2012 yilinda sag akciger T2N1MO (squamoz hicreli karsinom) tanisi ile opere edildi. Sonrasinda hastaya 
kemoterapi ve radyoterapi tedavisi uygulandi. 2 yil diizenli takip sonrasi kontrolleri birakan hasta 2015 yilinda sol akciger 


T2NOMO (Squamoz hiicreli karsinom) tanisi ile postoperatif sintigrafik akciZer alan! hesabi sonrasi (Tahmini postop FEV1:0.93 It) 
segmentektomi uygulandi. 


Resim 1. 2012 PET CT Sag akciger alt lob superiyor Resim 2. 2015 PET CT Sol akciger alt lob superiyor 
segmentte 5,5x5 cm kitle segmentte 3x4cm kitle 


Kaynaklar 
1. Turhan K, Yoldas B, Cagirici U, Cakan A. Senkron ve metakron akciger kanserlerinde cerrahi tedavi sonuclari. Ege Journal of Medicine 2009;48(2):85-8. 


DOI: 10.4328/JCAM.3894 Received: 19.09.2015 Accepted: 30.09.2015 Printed: 01.10.2015 
Corresponding Author: Levent Ozdemir, Gégiis Hastaliklari, Dértyol Devlet Hastanesi, Hatay, Tiirkiye. 
GSM: +905333888984 E-Mail: Levent2408@mynet.com 


| Journal of Clinical and Analytical Medicine 


Anteriyor Mediastinal Kist Hidatik / Anterior Mediastinum Hydatid Cyst 
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Hydatid cyst is an endemic public health problem in our country. While it often develops in lungs and liver, it may also affect all 
tissues. Extrapulmonary intrathoracic hydatid cyst is rarely seen as the involvement of thoracic wall, mediastinum, pericardium, 
myocardium, fissure and pleural cavity. Mediastinum involvement by hydatid cyst is quite rare (0.1%-0.5%) [1]. 

A 56-year-old male patient had complaints of chest pain and coughing. No specific features were detected in his personal medical 
history. His chest radiograph revealed an evenly bordered opacity in the left hilar region and bronchiectatic areas were in left lower 
zone (Image 1) and his thoracic tomography revealed a 5.5 x 4.5 cm hydatid cystic lesion of which wall had calcifications and lumen 
contained collapsed membranes (Image2-5). Mediastinal MR imaging of the identified lesion supported the finding of a hydatid 
cyst as well (Ilmage6-7). Abdominal ultrasound was normal. The patient underwent surgery. The case was reported as hydatid cyst. 
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Image 1. Chest radiograph opacity in the left hilar Image 2. 5. Thoracic tomograph 5.5 x 4.5 cm hydatid cystic lesion 
region 


Image 5. Image 6. 7. Mediastinal MR hydatid cys 
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A Case Report of Telangiectatic 
Rosacea Treated with Long Pulsed Nd-YAG Laser 
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Editor icin: 
68 yasinda erkek hasta, yUziinde hafif eritem, bir kag adet papUul ve ézellikle burun Uzerinde yogunlasan telanjiektazilerle 
klinigimize basvurdu. Hastanin 6ykiisuinde rozase tanisiyla yillardir ultraviyole koruyucu kremler, topikal metranidazol ve za- 
man zaman oral doksisiklin 100mg/giin kullandigi ogrenildi. Bu tedavilerle yizdeki eritem, papUl ve pistiller gerilemis, ancak 
telanjiektaziler yillar igersinde artmisti(Resim1). Hastanin burun uzerindeki telanjiektazilerine bir seans uzun atimli Nd-YAG lazer 
(Fotona XP-2 Focus 2013, Slovenya) uygulamasi yapildi. Lazer parametreleri; isin Gap! 2mm, atim siiresi 15 ms, fluens 160j/ 
cm2 ve frekans 1,5Hz idi. Bu parametrelerle telanjiektaziler 2 kez tarandi. Hastanin burun uzerinde 5 yildir mevcut olan telan- 
jiektazilerinde tama yakin diizelme gozlendi(Resim 1). Bir ay sonraki konrol muayenesinde burun Uzerinde cok az miktarda ince 
telanjiektazilerin kaldigi goriildi. Bununla birlikte, hasta kozmetik olarak tedavi sonucundan memnun oldugu icin, tekrar lazer 
uygulamasi istemedi. 6 aylik takipte tedaviye bagli skar veya baska bir yan etki izlenmedi. 

Rozase, yiizde eritem, telanjiektazi, papUl ve/veya plstullerle karakterize kronik enflamatuar bir deri hastaligidir. Hastalik her 
iki cinsi de etkilemekle birlikte, 30-50 yas arasinda acik tenli kadinlar daha sik etkilenir. Hastaligin etyopatogenezinde genetik 
yatkinlik, enfeksiy6z ajanlar, cevresel faktdrler, giines isi! maruziyeti, psikolojik stres ve vaskiler hiperreaktivite gibi etkenler 
suclanmistir[1]. 

Rozase tedavisinde baslica kullanilan topikal ajanlar; brimonidine tartrate, pimekrolimus, takrolimus, metronidazol ve azeleik 
asittir. Sistemik tedavide oral tetrasiklinler veya isotretinoin tercih edilir[2]. Vaskiiler lazerler ise, rozasede eritem ve telan- 
jiektazilerde etkili bulunmustur. En sik kullanilan lazerler, pulsed dye lazer, potassium-titanyl-phosphate(KTP) ve neodymium- 
yttrium aluminum garnet(Nd-YAG) lazerlerdir. Nd-YAG lazerler, damar hemoglobini hedefleyip fotokoagtilasyona neden olarak 
damarlar! yok ettigi distinilmektedir[3]. 

Literattirde, Nd-YAG lazerle rozase tedavisi bildiren yayin sayisi ¢ok azdir. Salem ve ark. 15 rozase hastasinin yuziiniin bir 
tarafina Nd-YAG lazer (isin capi: 18mm, atim siresi: 10 ms, fluens: 22j/cm2) diger yuzlerine PDL olmak tizere, 4 hafta arayla 
toplam 3 seans tedavi uygulamislar. Nd-YAG lazeri PDLden 
daha etkili bulmuslardir[4]. 16 rozase hastasini igeren diger 
bir galismada, hem Nd-YAG lazer(isin gap: 8mm, atim siresi: 
0.3 ms, fluens: 6j/cm2) hem de PDL rozase eriteminde et- 
kili bulunmustur[5]. Bizim hastamizda ise Fotona XP-2 Focus 
lazer ile, isin capi: 2mm, atim siiresi:10 ms, fluens:160j/cm2 
ve frekans 1,5Hz parametreleri kullanilarak, yaklasik 5 dakika 
stiren bir seans sonrasi hastanin burun Uzerindeki telanjiek- 
tazilerinin tama yakin kayboldugu goriildi. 

Sonug olarak, Nd-YAG lazer uygulamalarinin ileride rozase 
hastalarindaki ézellikle eritem ve telenjiyektazilerin teda- 
visinde giivenli ve etkili bir segenek olacagini diisiinmekteyiz. 


Resim 1. Hastanin tedavi 6ncesi(sol), ve tedavi sonrasi goriintilleri(sag) 
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